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IgG BULLOUS PEMPHIGOID WITH ANTIBODIES TO IgD,
DERMAL BLOOD VESSELS, ECCRINE GLANDS AND THE
ENDOMYSIUM OF MONKEY ESOPHAGUS

lgG PEMFIGOID EECHERRZOWY Z PRZECIWCIALAMI IgD W
OBREBIE NACZYN KRWIONOSNYCH SKORY, GRUCZOLOW
EKRYNOWYCH | W ENDOMYSIUM PRZELYKU MALPY
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Abstract

Context: Bullous pemphigoid is mediated by autoantibodiesnarily targeting two structural proteins of basemerembrane
hemidesmosomes, BP180 (BPAG2; collagen XVII) and BPEIPAGL). Case Report: A 70-year-old Caucasian male patient was
evaluated for a seven day history of multiple ibchierythematous blisters on his extremities. Biepdor hematoxylin and eosin
examination, direct immunofluorescence and indinezhunofluorescence (including salt split skin gs&) were performedresults:
Hematoxylin and eosin examination demonstrated leemdermal blister. Within the blister lumen, numes eosinophils and
lymphocytes were noted. Direct and indirect immiunmiescence revealed linear deposits of IgG, Comgtet@3 and fibrinogen at the
basement membrane zone of the skin and surrousediegted dermal blood vessels and sweat gland#ivieastracytoplasmic staining
for anti-human IgD was noted in most of the epidsrms well as surrounding some dermal blood veskalirect immunofluorescence
utilizing monkey esophagus substrate demonstratedgspositivity within the endomysium for IgG amidies. Conclusiornt We report

a unique case of bullous pemphigoid with reactitétgccrine sweat glands, and selected dermal hlesskls. In addition, the observed
reactivity of anti-human IgD, and of IgG to monkesophagus endomysium warrant further investigation.

Streszczenie

Kontekst: W pemphigoidzie gcherzowym wysipuja autoprzeciwciata skierowane przede wszystkim pwader dwom strukturalnym
biatkom podstawnej btony hemidesmosomalnej, BP18A®E kolagenu XVII) i BP230 (BPAG1)Opis przypadku: U 70-letniego
mezczyzry rasy kaukaskiej oceniono siedmiodnipkistori zréznicowanegawiadu i rumieniowych pcherzy zlokalizowanych na jego
konczynach.Wykonano biopsj skéry z hematoksylini eozyra, immunofluorescengjbezpdgredni i posredni (w tym analiza splitu
skory w soli). Wyniki: Badania w hematoksylinie i eozynie wykazaly podddsbwe mcherze. Wswietle pzcherzy obserwowano
liczne eozynofile i limfocyty. Bezpgoedniai posrednia immunofluorescencja wykazaly liniowe depgzigG, komplement/C3 i
fibrynogen w zonie blony podstawnej skéry oraz wbvanych naczyniach krwiodoych skéry i gruczotéw potowyct?ozytywne
wewnmntrzcytoplazmatyczne barwienie dla anty-ludzkiej Igbinotowano w wekszaici naskorka, jak i otoczeniu niektérych nagzy
krwionosnych skéry.Pasrednia immunofluorescencja z wykorzystaniem substpazetyku matpy demonstrowate silnie dodatnio w
endomysium dla przeciwciat Ig@Nnioski: Prezentujemy unikalny przypadek pemfigoidu z ngakbscia ekrynowych gruczotéw
potowych i wybranych nacsykrwionosnych skéry. Ponadto obserwowano reakty$énanty-ludzkiej IgD i 1gG w stosunku do
endomysium przetyku malpy co sktania nas do prownidzdalszych bada

Key words: bullous pemphigoid, eccrine glands, IgD, bloodsads, autoantibodies.
Stowa klucze pemphigoid pcherzowy, gruczoly ekrynowe, IgD, naczynia krwiéne, autoprzeciwciata

Introduction autoantibodies are classically detected at the nbase
Bullous pemphigoid (BP) one of the most membrane zone (predominately 1gG and
prevalent autoimmune blisterindisorders, classically Complement/C3, targeting the type XVII collagen
presents in senior patients [1,2]. BP is a raegsiptent component of the hemidesmosomes) [1,2]. Clinicalig,
skin condition that usually manifests as fluidefdl earliest lesions may appear urticarial. Tense bulla

blisters (bullae) on the skin. Linear pattern eventually erupt, most commonly at the inner thighd
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upper arms; however, the trunk and extremities ar
frequently involved [1,2]. The diagnosismust be
confirmed by routine histologic analysis and direct]
immunofluorescence (DIF) of lesional and perileaion
skin, respectively [1-3].Indirect immunofluorescence
(IIF), with the use of a sodium chloride—split n@m
human skin substrate, further distinguishes BP from
epidermolysis bullosa acquisita (EBA), which may
otherwise be indistinguishabtdinically, histologically,
and via immunofluorescence [1-3]. Recently, mudtipl
enzyme-linked immunosorbent assay (ELISA¥ts of
high sensitivity and specificity have begeveloped and
utilized for the confirmation of BP autoantibodies.

D

Case Report
A 70 -year-old Caucasian male patient was
evaluated for a 7 day history of several itching,
erythematous blisters on his extremities. Biopdms
hematoxylin and eosin (H & E) examination, direct
immunofluorescence and indirect immunofluorescenc
(including salt split skin analysis on monkey esapins
substrate) were performed as previously descrilbed
detail [3-7]. The patient reported no clinical syomps of
celiac disease. The patient serum also testediymo§ir
bullous pemphigoid (BP) utilizing a commercial emzy
linked immunosorbent assay (ELISA) Mesacup test
(MBL International, Woburn, Massachusetts, USA)

D

Results

In Figure 1, we highlight our most significant
H&E, DIF and IIF results, including deposition aysi
of basement membrane zone (BMZ) autoantibodie
utilizing a 0.1M sodium chloride IIF split skin tegique
on normal human skin substrate. In addition, IHeiings
are described utilizing monkey esophagus substrate
studies. In brief, microscopiexamination of the H&E
tissue sections demonstrated a subepidermal liligter
disorder. Within the blister lumen, numerous eoghils
are present, with occasional lymphocytes and nphii®
also seen. Within the dermis, a mild, superficial,
perivascular infiltrate of lymphocytes, histiocytesd
eosinophils was identified. DIF studies were perfed,
and displayed the following results: 1gG (+++, Lame
BMZ; and surrounding dermal eccrine sweat glands an
selected deep dermal blood vessels); 1gG3(-); 16G4(
IgA(-): IgM(-); 1gD (++, intra-cytoplasmic in epidmal
keratinocytes, and surrounding selected dermal dbloo
vessels); IgE -); Complement/C1q(-);
Complement/C3(++, linear shaggy BMZ and also within
eccrine glands); albumin (++, linear BMZ and within
eccrine glands) and fibrinogen (++, deep dermal
perivascular). Indirect immunofluorescence (lIR)dies
were performed on normal human skin substrated
displayed the following results: IgG(++, linear BMZ
within eccrine glands, and surrounding deep derms
blood vessels); IgA(-); IgM(-); IgD(++, intra-
cytoplasmic on epidermal keratinocytes, and als®
surrounding superficial dermal blood vessels); (GE
albumin (++, linear BMZ), Complement/C1q(-);
Complement/C3(+++, linear BMZ); fibrinogen (++, gee
dermal perivascular) and with salt split skin (gG and
C3 accentuated on the blister roof). Utilizing mewnk

4

esophagus and patient serum, we detected strong

reactivities at the BMZ, and also within the endsiagn
(fig.1).

Discussion:

Bullous pemphigoid (BP) is an autoimmune
blistering disease. The most common disease assdcia
autoantibodies are directed against two protein
components of the BMZ hemidesmosomes; specifically,
BP180 and BP230 [1-3]. One group of authors has
investigated whether BP  patients also have
autoantibodies targeting plectin, another
hemidesmosome protein component with extensive
homology to BP230 [8]. They tested sera from 16
patients with BP, utilizing immunoprecipitation jIP
studies followed by immunoblotting (IB). Serum afeo
of the 16 patients with BP (6%) contained autoarties
binding to plectin, while no reactivity was foundthwv
sera from three control subjects. Sera from allBFS
patients immunoprecipitated BP230 from extracts of
biosynthetically radiolabelled human keratinocytes
[8].The authors concludethat sera from BP patients
might contain autoantibodies binding to plectin.téy,
bullous pemphigoid antigen 1, plectin, desmoplakin,
envoplakin, and periplakin are all members of tlakip
protein family of cytolinkers. These proteins aregent
within eccrine glands and the dermal/epidermal BMZ
[9].

The BMZs of the skin and its appendices are very
complex biochemical structures, including other
molecules such as alpha integrin 2, which has been
described in developing eccrine glands [10]. Initaia

it has been shown that human eccrine glands redagit
human epidermal structures and constituents. Piotei
such as filaggrin, loricrin, involucrin, envoplakin
periplakin, and transglutaminases | and Ill matble t
constitutional pattern of normal human skin, ané th
structural qualities of junctional complexes and
hemidesmosomes are preserved. [11]. Both the eccrin
gland and dermal/epidermal BMZs classically contain
collagen IV CIV) [12]. Fibronectin and laminin aadso
conserved molecules within epidermal and eccrie@dyl!
hemidesmosomes [13-15]. Further, monkey esophagus
endomysium contains CIV. Thus, we suggest that BP
patients may develop autoantibodies to any of these
proteins, expressed in multiple anatomic structures
Further studies are necessary to further confiris th
possibility, and to determine potential new direet in
clinical treatment.
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Figure 1. a, FITCI conjugated Complement/C3 positive in a éineshaggy pattern at the BMZ; andbpwithin dermal
eccrine glands (green staining, white arrowsyand d. FITCI conjugated IgG positivity. ity on monkey esophagus
substrate, demonstrating strong positivity to antfomysial antibodies; id, at the periphery of dermal eccrine glands
(green staining, red arrows). Nuclei are countarsth with Dapi(light blue).e. FITCI conjugated IgD positive
intracytoplasmic staining, surrounding epidermatakieocyte nuclei, and also noted surrounding détoh@od vessels
(green staining, white arrowsf). One molar sodium chloride (NaCl) salt split skif demonstrates deposits of FITCI
conjugated 1gG on blister roof and floor, accergdabn the roof (green staining, white arrowg)Shows deposits of
FITCI conjugated IgG around deep dermal blood Jesggeen staining, white arrows). Selected celtl@iuare again
counterstained with Daph. Again utilizing monkey esophagus, note the strosagtivity to dermal blood vessels using
FITC conjugated anti-human IgG (green-yellow stagpired arrow)i. H&E of a subepidermal blister, displaying a brisk
infiltrate of eosinophils and some neutrophils (egtbw).
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SPONGIOTIC DERMATITIS WITH A MIXED
INFLAMMATORY INFILTRATE OF LYMPHOCYTES,
ANTIGEN PRESENTING CELLS, IMMUNOGLOBULINS

AND COMPLEMENT

ZAPALENIE SKORY ZE SPONGIOZ, Z MIESZANYM
LIMFOCYTOWYM NACIEKIEM ZAPALNYM, KOMORKAMI
PREZENTUACYMI ANTYGEN IMMUNOGLOBULINAMI |
KOMPONENTEM

Abreu Velez Ana Marig Loebel Anne M, Howard Michael S.
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Abstract

Background: The clinical and histological presentation of spiotic dermatitis and its inflammatory infiltratesarrant further
investigation. In this case documentation of agdtwith cutaneous spongiotic reactivity, we aimcharacterize antigen presenting
cells, as well as the skin-specific cutaneous Iyoepte antigen population by multiple techniqu€ase report: A 30 year old
Caucasian female presented with a two week histbhlistering and erosions around the vaginal, leatal axillary areasMaterial
and Methods: We utilized hematoxylin and eosin histology, dirdotmunofluorescence, immunohistochemistry and ocaifo
microscopy methods to evaluate themune reaction patterns of the cutaneous inflammmgatells. Results: In the primary histologic
areas of spongiotic dermatitis, a mixed populatidérB and T lymphocytes was seen. Ki-67 antigen faxdiive index staining was
accentuated in these areas, correlating with tesgmce of large numbers of epidermal and dermajesmpresenting cells. Among the
antigen presenting cell population, we detectezhgtipositivities with CD1a, Factor Xlllegyeloid/hystoid antigen, S100, HAM-56, and
CD68. Interestingly, immunoglobulins G, D and M a@dmplement factors C1lq and C3 were also strongly egpcein antigen
presenting cell areas, including positivity withime spongiotic epidermis and around dermal ves€aaclusions We document a
heterogeneous population of B and T lymphocytestaagresence of multiple classes of antigen presgntlls, immunoglobulins and
complement in and surrounding histologically spotigiareas; these findings further correlated wittreased levels of expression of
Ki-67.

Streszczenie

Wstep: Kliniczna i histologiczna prezentacja spongiozyskdrze i naciekéw zapalnych wymaga dalszych hawa tej dokumentac;ji
przypadku pacjenta z reaktywskorm spongioz, staramy s scharakteryzowakomorki prezentujce antygen, a tak specyficzne dla
skory antygeny skoérnych populacji limfocytéw, poggzwykorzystanie wielu technilOpis przypadku: U 30-letniej kobiety rasy
kaukaskiej oceniano dwutygodnigwhistorie pecherzy i naderek zlokalizowanych na catym obszarze pochwy, adhbyokolicy
pachwin. Materiat i Metody: Wykorzystano obrazy histologiczne z hematokaylineozyra, immunofluorescengj bezpdredna,
badanie immunohistochemiczne i mikroskppibnfokalm jako skale oceny immunologicznych wzorcéw realsgjornych komérek
zapalnychWyniki: W gtéwnych histologicznych obszarach spongiozpatenia skory, obserwowano mieszgopulacg limfocytow
B i T. Ki-67 — antygenowy wskaik proliferacji barwienia korelowat w naskérku k&ze z obecniwia dwzej liczby komorek
prezentujcych antygenWsrod populacji komérek prezentigych antygen, wykrydimy silnie pozytywn reakcy z CD1a, czynnikiem
XIll, antygenem myeloid/hystoid, S100, HAM-56 i CD68o ciekawe, immunoglobuliny G, D i M oraz dopetzaClq i C3 byty
réwnie mocno wyrzone w obszarach komdérek prezemtygh antygen, w tym pozytywnie w obszarach spongitaskérka i skory
oraz wokot naczy skérnych.Whnioski: Udokumentowalimy heterogeniczn populacg limfocytéw B i T oraz obecni@ wielu klas
komérek prezentggych antygen, immunoglobuliny i komponent w hisggtznych obszarach spongiozy; te wyniki dalej konay ze
wzrostem poziomu ekspres;ji Ki-67.

Key words: antigen presenting cells, B and T lymphocy&slothelial cells, Ki-67, complement, immunoglabsi
Stowa klucze komérki prezentujce antygen, limfocyty B i T, komérki endotelialne;&7, komplement, immunoglobuliny

Abbreviations and acronym€onfocal microscopy (CFM), immunohistochemistry @)1 direct immunofluorescence
(DIF), hematoxylin and eosin (H&E), antigen pregamtells (APCs).
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Introduction:

Eczema is a common skin condition,
histologically manifested as a spongiotic dernmtiti
Patients experience intense pruritis that, if rttmlled,
can lead to secondary excoriation, with resultant
infection and scarring. The first manifestation tofs
condition may occurs at young ages. Eczema praslilec
male patients at all ages [1-3]. Classically, g#gants on
the abdomen, chest or buttocks.
presentations are unusual. A hereditary componast h
been postulated to contribute to the diseas
etiopathogenesis. An individual affected with ecaem
experiences itching or pain; these symptoms ar
accompanied by cutaneous inflammation, clinically]
manifested as the classic skin rash [1-3]. The raaj
also develop fluid-filled blisters [1-3]. Other wmical
causes of spongiotic dermatitis include allergintact
or systemic reactions to foods, plants, metalss dyed
medications. Infants may develop spongiotic derisati
via an allergic contact diaper rash.

Other clinical causes of a spongiotic dermatitis
include environmental irritants, perfumes, smokad a
solvents; stress, hormone fluctuations, exposure to
UVA/UVB solar radiation (especially if the patier
photosensitive), and climate changes [1-3]. Spdiwio
dermatitis may initially be identified by its chataristic
erythematous rash. If untreated, the condition may
progresses and become chronic; the rash may darken
color and become rough and crusty. Exacerbated
spongiotic dermatitis may display vesiclassnall blisters
filled with fluid) or bumpy, erythematous skin with
pronounced pruritis. Topical medications are thesd
to reduce both itching and inflammation. If the
symptoms can be controlled, the disease progressibn
often be halted; thus, the possibility of permanen
scarring is minimized [1-3].

If presenting pruritis is not accompanied by al
significant rash, then a menthol-based cream dorlot
may be utilized [1-3]. If the pruritis is thus not
controlled, or if severe symptoms exist, then aic@p
corticosteroid may be prescribed. The topica
corticosteroid will address both pruritis and
inflammation. If topical treatments are ineffectiva
prescription for an oral corticosteroid such aspigone
may be given to the patient. Some patients alsortep
that taking Vitamin A or fish oil has provided iflifrom
symptoms. Keeping the affected area moist with any
kind of non-irritating lotion or cream is useful in
reducing irritation. In our patient, a topical ntoiszer
and topical corticosteroid were prescribed with
improvement of her lesions [1-3].

11%

D

Case report:
A 30 year old Caucasian female presented in
consultation to the dermatologist with two weektdng
of blistering and erosions in the vaginal, rectald a
axillary areas. The clinical history was relevamtr f
childhood allergies. No previous adult history of
allergies to food, deodorants, sanitary towels o
cosmetics was noted. The clinical examination
demonstrated vesicles and erosions in erythematou
edematous areas. The history and clinical exanoingti
for sexually transmitted diseases were negative.

[

Head and scalp

Methods:

We performed two lesional skin biopsies from
clinical blisters. The first biopsy was fixed in %0
buffered formalin, and submitted for hematoxylindan
eosin (H&E) and periodic acid Schiff (PAS)
examination, as well as for immunohistochemistry
(IHC). The second biopsy was placed in Michel's
transport medium, and submitted for direct
immunofluorescence (DIF). The H&E, IHC and DIF
studies and stains were performed as previously
described [4-8].

Results:

Examination of the H&E tissue sections
demonstrated diffuse, florid epidermal spongioSeum
scale crust was present, and intraepidermal Laagsrh
cell microabscesses were noted. Early evidence of a
subepidermal blistering disorder was seen, although

frank blister formation was not observed. The dermi

displayed a florid, superficial and deep, perivéscand
interstitial  infiltrate  of lymphocytes, histiocytes
eosinophils, neutrophils and mast cells. Plasmds cel

were rare. No definitive evidence of an infectioas,a

neoplastic process was observed. Focal, dermal
perivascular leukocytoclastic debris was noted,flartk

vasculitis was not appreciated (fig. 1,2,3).

Direct immunofluorescence (DIF):was performed, and
evaluated via the following grading system: (+) wea
positive to (++++) strong positive, and (-) negativ
Results of the DIF were 1gG (+, Intracytoplasmic
epidermal keratinocytic, and dermal perivascular);
19G4(-);  19A(-);  1gM(-);  IgD(); IgE  (-);
Complement/C1q(++, Focal BMZ and superficial dermal
perivascular); Complement/C3(++, Focal BMZ and
superficial dermal perivascular); albumin (++++fule,
nonspecific dermal) and fibrinogen (++++, focal
epidermal and florid, diffuse dermal) (fig 2,3).

Confocal microscopy (CFM): We performed CFM
examinations utilizing standard 20X and 40X objezti
lenses; each photoframe included an area of
approximately 440 x 330 pm. Images were obtained
using EZ-1 image analysis software (Nikon, Japan).

Discussion:

Spongiotic dermatitis (SD) is often encountered
in routine dermatology and dermatopathology practic
Spongiosis is a term wused to describe the
dermatopathologic appearance of an epidermis iragact
by intercellular edema. Resultant spaces are presen
between epidermal keratinocytes, which may progress
intraepidermal  vesiculation. The pathophysiologic
mechanism of spongiosis remains unknown. It has bee
proposed that keratinocyte apoptosis induced bgllE-c
affects transmembrane proteins involved in cellcéd
adhesion; the protein alterations may then be resple

for development of spongiosis via dermal hydrostati

pressure [1-3]. Additional histologic features of
spongiotic dermatitides include serum crust, lyngptic
exocytosis, and Langerhans cell microabscessesnwith

the epidermis.
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Prior studies have attempted to characterize the Further, the reactive cell and cytokine combinatias

inflammatory infiltrates present in spongiotic detitis not been previously highlighted in spongiotic
[9-10]. A predominant T lymphocyte population has dermatitides. The APCs patrticipate in the initiataf the
been reported [9-10]. In this study, our findingsrevin inflammatory process in various immune-mediated
agreement with several authors because we alsoteéte dermatoses, via activation of antigen specific T
a large population of T lymphocytes. However, wsoal lymphocytes The skin contains several different subsets
found several CD1a, factor Xllla, HAM-56 and CD68 of APCs. Non-professional APCs do not constitugivel
positive cells. Consistent with our findings, otlaeithors express the MHC class Il proteins required for

have also reported that immunoglobulin D may play @ interaction with naive T cells; these are expressely
pathophysiologic role [11]. Interestingly, we found upon stimulation of the non-professional APC bytaier
robust B and T lymphocyte activittand a prominent cytokines such as gamma interferon (IfN-

antigen presenting cell (APC) population.

"I."' %‘ W ] "E".- W _,.' e 2 i -—-.: = _al
Figure 1.a CDla positive cells in the epidermis by IHC (brostaining, blue arrow)b. H&E sections highlighting
epidermal spongiosis, with widening of the spacetsvben keratinocytes (100X) (blue arrows). The lbktows highlight
dermal papillary tip vascular microthromioi. Same a$, at higher magnification (400Xjl. IHC showing strong positivity
to myeloid/histoid antigen in the area of spongiodpidermis (brown staining; blue arrows), in cadistinction to
markedly less staining at the specimen periphargffected by the spongiosis (100X) (red arros/Similar tod, at higher
magnification (400X) Blue arrow indicates positiepidermal myeloid/histoid staining; red arrow iratEs punctuate
staining in a papillary dermal tig. Positive Complement/C3 IHC staining around a hallide periphery below the
spongiosis (brown staining, blue arrow).HAM-56 positive IHC straining around papillary deahip vessels where the
microthrombi inb and c were seen (brown staining, blue arrow)andi H & E staining shows inflammation around
dermal blood vessels at lower and higher magniticat respectively (blue arrows). Positive IHC staining for
Complement/C3 in the papillary dermis (blue arr@md at the basement membrane zone of the skin éotog); also,
note fine, punctate deposits within the epidermésl @rrow).k andl. IgD positive IHC staining in deep papillary detma
blood vessels (brown staining, blue arrows).
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Non-professional APCs in the skin include
dermal fibrohistiocytic cells and vascular endatdel
cells. In our patient, we detected multiple prefesal
and non-professional APCs, as well as broad B and
activated lymphocytic populations in relevant areas
Indeed, the myeloid/hystiocyte antigen (reactivehwi
human cytoplasmic L1 antigen, or calprotectin) wesy
reactive in the zone of epidermal spongiosis, dbagdn
the dermis in proximity to this process [13,14].

The fact that we found complement as well as
immunoglobulins in the inflamed area indicates titnet
immune response in an spongiotic dermatitis may be
more complex than currently thought.

Thus, we recommend future studies to further ingast
these findings.

In our case the primary clinical cause of the sjputity
dermatitis was not determined with certainty. Th&ignt
was treated with topical steroids and oral antéimshes,
with  subsequent complete improvement of her
dermatosis.

Figure 2 a,Epidermal CD3 IHC positive cells (dark brown stag) red arrow)b. andc. PositiveKi-67 IHC staining, inb
on the non-spongitic edge of the skin biopsy (malitarown staining, red arrow); io, note the markedly increased
staining in the histologically spongiotic area ¢darown staining, red arrowdl. CD45 positive IHC staining, accentuated
in superficial and deep dermal areas cells subjattethe spongiotic process (brown staining, redws) (40X). The
CD45 positive staining included both CD3 and CD2Rifive lymphocytese. PositiveCD68 IHC staining on individual
cells, grouped in the papillary dermis subjacerthtvospongiosis (brown staining, red arroisCD3 positive IHC staining
on lymphocytes infiltrating eccrine glands subjadenthe spongiosis (brown staining, red arrows)DIF demonstrating
positive staining with anti-human FITCI conjugaties, in perinuclear and cytoplasmic patterns inmgpatic epidermal
keratinocytes (green staining, red arrow).Positive Complement/C1Q IHC staining, diffusettie papillary dermis in
surrounding papillary dermal tip blood vessels e€ljd to the spongiotic process (brown staininge latrows)i. Positive
CD8 IHC staining around the dermal papillary tipdd vessels (dark brown staining, red arrow).
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Figure 3. a. H & E, highlighting fibrohistiocytic cells in thdermis (grey cells, blue arrows) Many of the fibrohistiocytic
cells were positive for Factor Xllla (blue arrows)Positive S100 IHC staining on epidermal and détraagerhans cells
(blue arrows)d throughg Confocal microscopy(CFM). Id andf, staining for FITCI conjugated anti-human fibrinogen
showing ind shaggy linear staining at the basement membramne abthe dermal/epidermal junction (yellow arrowhe
white stars highlight positive net-like stainingkely representing fibrinogen deposition within @gimal Langerhans
microabscessesThe red arrow highlights scattered fibrinogenitdas cells in the epidermis. The white arrow shoavs
strong papillary dermal positivity, subjacent te firimary epidermal spongiotic area.Shows positive epidermal nuclear
counterstaining with Dapi (dark blud).Combined CFM staining of fibrinogen (green staifiagd Dapi(blue staining},
similar to f in black and white relief, highlighting positivébfinogen staining on epidermal cells and cell jiows.
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Abstract

Background: Penicillium marneffei infection is the emerging @ah infection in the present day global scenarioHi/ pandemic. P.
marneffei is a dimorphic fungi with mycelial growstt 3?C. Suspicion of P.marneffei infection arises wheémeunocompromised
individuals especially HIV positive persons preseith Molluscum contagiosum like skin lesions. Bulmponary manifestations are not
characteristic of P.marneffei infection unless wst the sputum for fungal growth in individuals lwlbw CD, counts ,we may miss
P.marneffei respiratory infectioMaterial and methods: 100 sputum samples from HIV patients with coughiernexamined for fungal
pathogens by inoculating the samples on SDA anabiaied at 2&. The samples with greenish yellow mycelial glowith diffusible

red pigment were inoculated on blood agar and SBd\iacubates at 3T for conversion to yeasResults: We isolated two cases of
P.marneffei out of 100 samples. The Ofunts of the cases were 33 and @dnclusions Early diagnosis and treatment reduces the

mortality P.marneffei HIV patients.

Streszczenie

Wstep: Infekcja Penicillium marneffei jest pojawigym sk zakaeniem grzybiczym w obecnym, globalnym scenariusandgmii
HIV. P. marneffei jest dymorficznym grzybem ze watem grzybni w 37C. Podejrzenie zakania P.marneffei powstaje, gdy u oséb z
obnizona odporndcia, zwtaszcza HIV stwierdzimy obec&o mieczaka zakanego, jako zmiany skérnej. Ptucne objawy nig s
charakterystyczne dla infekcji P.marneffei chyba,test plwociny jest dodatni (dla wzrostu grzybdwpacjentéw z niskim mianem
CD4; maemy przeocz§ wéwczas infeke P.marneffei w uktadzie oddechowyMateriat i Metody: Zbadano 100 prébek plwociny od
pacjentow zakaonych HIV z towarzyszcym kaszlem; zbadano patogeny grzybicze poprzezxzegienie probek na SDA i inkubaey
temperaturze 2&. Préobki zzotto-zielonkawym wzrostem grzybni z dyfuzyjnym, omenym barwnikiem zaszczepiono na krew, agar
oraz SDA i inkubowano w temperaturze®@7do konwersji na dealzach. Wyniki: Stwierdzilsmy dwa przypadki izolowanych P.
marneffei ze 100 prébek. Miano komérek CD4 w anal@aych przypadkach wynosito 33 i 8W/nioski: Wczesne rozpoznanie i
leczenie zmniejszémiertelng¢ z powodu infekcji P. marneffei u pacjentow z HIV.

Key words: infection, dimorphic, fungi, low CPcounts
Stowa klucze zakaenia, dymorfizm, grzyby, niskie CDniano

Introduction

Penicillium marneffei is known to be endemic
in S E Asia. It causes infections of RE systerhimans
in immunocompetent & more often in
immunocompromised individuals especially in AIDS
patients. As a result of recent increase of HI\fegtion
P.marneffei has become one of the principal ney
emerging fungal pathogens. First human infectiors wa
reported in 1959 and caused by accidental punctire
finger by a needle used to inoculate hamsters in
Segretain who had given the name P. marneffeit Firg
spontaneous infection in humans was reported ir3 197
a splenic abscess case. Second case was repoft@84in
as a focal pulmonary infection. During the periol o
1988-89 disseminated P. marneffei infection begabet
observed in AIDS patients [Hnd it is also included as

=
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an AIDS defining illness among patients who haved

or visited endemic areas. At present it is consideo be
the third most frequent opportunistic pathogen rafte
tuberculosis and cryptococcosis in endemic aréas [2

Material and methods

Two consecutive sputum samples at an interval
of 3 days were collected from HIV positive patients
whose CI cell counts are less than 5QQ./, as shown
in Table no. 1, with complaint of cough and fever f
more than one week, in a sterile wide mouthed dosita
Patients were asked to wash their oral cavity with
distilled water before collecting sputum in orderatvoid
contamination of sputum with commensal flora froralo
cavity.



Sputum was inoculated on two sets of Sabouraud’s
dextrose agar (SDA with antibiotic gentamicin al@mal
SDA with gentamicin and cycloheximide) and inculdate
at 28C +or - 2C in BOD for 4 weeks. SDA bottles were
examined for growth once in two days durint iieek
and twice a week thereafter up to 4 weeks.

SDA medium with growth was processed by standar
methods. LPCB mount was done for filamentous growth
Growth was identified by arrangement of conididdé&l
cultures were done to demonstrate hyphal and anidi
arrangement. When two samples yielded the samalffung
isolates, then only they were considered as pattiocge

CD,Count Males Females
<100 6 0
101-200 13 2
201-300 15 13
301-400 20 7
401-500 13 11

67 33

Table 1. Showing CQcounts

Results

P. marneffei is a dimorphic fungi. At 25 on
SDA grows as a mycelial fungus producing,rapidly,
growing greenish yellow sporulating colony with edr
centre and dark green edges with diffusible briel r
pigment (Fig.1). At 37T on SDA it produces smooth
glabrous off white yeast like growth with littlegsnent
(fig. 2). Microscopically the fruiting heads sonmeés
have terminal conidia larger than the ones bentwetim
called Corda’s phenomenon,
marneffei (fig. 3).

Fig. 1 Growth of P.marneffei on SDA at 25C with
diffusable red pigment

characteristic of Pj

o

Fig. 2 Growth of P.marneffei on SDA at 37C
glabrous off white yeast like growth

Fig. 3 Photomicrograph of P.marneffei showing
Corda’s phenomenon

Discussion
Clinical picture includes fever,
lymphadenopathy. hepatosplenomegaly. leucocytosis,

anaemia, persistent cough, molluscum contagiosken li
lesions and disseminated infection. Pulmonary
manifestations like cough, dyspnoea, occasiondigst
pain  .haemaptysis associated with pneumonia,
pulmonary abscess or pulmonary infiltrates are seen

We isolated two cases of P.marneffei from HIV fesi
individuals with cough of more than one week duanati
who attended the ART centre, KGH,Visakhapatnam. The
CD, counts of the two individuals are 33 and 84
respectively. We got permission from Local Ethics
Committee, Andhra Medical College, Visakhapatnam to
conduct the study Annexure—l. Penicillium marneffei
was isolated for the first time in and around
Visakhapatnam. Bhagyabati Devi S. et al. isolated
P.marneffei from sputum of HIV positive individuals
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whose CI) counts were less than 100 (21.4% positivity)
in Imphal [3]. P. marneffei is a potentially fatdisease
in the absence of treatment as documented by a c4
fatality rate of 91.3% in immunocompetent indivithia
and 100% in AIDS patients. As Penicillosis is highl
susceptible to latrakonazole, it can be used in th
treatment as well as in secondary prophylaxis dsal ia
primary prophylaxis [1].

Conclusions
So early diagnosis and timely treatment reduce
the mortality from P. marneffei.

60 © N Dermatol Online 2.2011
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Resumen

La enfermedad de Bowen (EB) es un carcinoma epiddemiai situ en el cual existen cambios displasicosoelo el espesor de la
epidermis. Afecta generalmente a personas de lpiel de mas de 60 afios. Clinicamente se caracfenizasépulas y placas solitarias o
multiples, eritematodescamativas, de crecimientdrifego lento. El diagndstico diferencial de IB Hebe establecerse con dermatosis
cronicas como la psoriasis, el eccema cronicoaeimoma basocelular superficial y la enfermedadPdget cutanea. Solo un 5% de
casos progresa hacia carcinoma epidermoide inv&®esentamos el caso de una mujer de 63 afios decedaBB tratada con
crioterapia combinada con imiquimod tépico al 5% gespondié satisfactoriamente a esta combinaerapéutica.

Summary

Bowen's disease (BD) is an in situ squamous cellireama in which dysplastic changes occur throughbatfull thickness of the

epidermis. It usually affects fair-skinned peopleen60 years. It is characterized by erythemataasules and plaques solitary or
multiple, with a slow centrifugal growth. The diféatial diagnosis of BD should be established witihonic dermatoses such as
psoriasis, chronic eczema, superficial basal caltinoma and Paget's disease of the skin. Only §%ages progress to invasive
squamous cell carcinoma. We report the case ofraanmf 63 years of age with BD treated with cryatipgrcombined with topical 5%

imiguimod who responded adequately to this commnaherapy.

Streszczenie

Choroba Bowena (BD) jest rakiem kolczystokomérkowyrsitn, w ktérym zachodzzmiany dysplastyczne na catej grationaskorka.
Zwykle dotyczy osob o jasnej karnacji w wieku paejy60 lat. Charakteryzujeesrumieniowymi grudkami i tarczkami, pojedynczymi
lub mnogimi, z powolnym wzrostem &ddkowym. Diagnosty réznicowa BD nalery przeprowaddi z przewlektymi chorobami skory
takimi jak tuszczyca, wyprysk przewlekty, powierpeiny rak podstawnokomérkowy i choroba Pageta skoyko 5% przypadkow
przechodzi w inwazyjnego raka kolczystokomérkowe@mpisujemy przypadek kobiety w wieku 63 lat z BDZew krioterapa,
potaczom z miejscowym 5% imiquimodem, ktéra odpowiedziadelavatnie naatskojarzom terapé.

Palabras clave enfermedad de Bowen, carcinoma in situ, crioterdpiiquimod.
Key words: Bowen's disease, in situ carcinoma, cryotherapiguimod.
Stowa klucze:choroba Bowena, rak in situ, krioterapia, Imiquimod

© N Dermatol Online2.2011 61



Introduccion
El carcinoma epidermoide in situ, también

llamado enfermedad de Bowen, descrito por John T.

Bowen en 1912, afecta principalmente a adultos
mayores de 60 afios en el 80% de los casos y
ligeramente mas frecuente en mujeres [1]. Las riesio
se pueden presentar tanto en piel cubierta (75%p @n
piel expuesta al sol (25%), principalmente en capez
cuello y tronco, aunque en poblacion negra se h
encontrado con mayor frecuencia en extremidade
inferiores [2].

La decision terapéutica a tomar en cada pacient
dependera de la experiencia de cada profesionallgsd
condiciones clinicas de cada paciente ya que msteexi
ningun protocolo estandarizado.

Caso clinico

Mujer, 63 afios de edad, ama de casa, proceq
de medio urbano, con hipertensién arterial mal
controlada, que consulto por una placa
eritematodescamativa de 10 afios de evolucién enapie
izquierda, deaparicion esponténea. Fue creciendo lenta
asintomaticamente.
Al examen fisico se trataba de una placa eritermatos
ovalada con descamacién blanquecina fina y adleren
bien delimitada, bordes regulares, de 7 x 5 cm. d
diametro, localizada en cara anterior de piernaiézda
(fig. 1).
Se le realiza una biopsia incisional que demuestra
carcinoma epidermoide in situ: enfermedad de Bowe

(fig. 2).

Figura 1. Clinica de la lesion. Rica eritematosa
ovalada con descamacion blanquecina fina, adherente
y areas con costras amarillentas, bien delimitada,
bordes regulares, de 7 x 5 cm. de didmetro, locadida
en cara anterior de pierna izquierda.

Figure 1. Clinical. Erythematous oval plaque with tfin
flaking white, sticky and yellowish crusty areas, wll-
defined, regular borders, 7 x 5 cm. in diameter, lcated
on left leg.

Se indica aplicacion de imiquimod al 5% tdpico, 1
vez/dia/3 veces por semana por 4 semanas y luego
realiza crioterapia, bajo anestesia topica con EBILA
Para la aplicacién de nitrégeno liquido se emplad u
equipo CryAC conectado a una punta A de 3.8 cm. d
diametro. Se realiza en forma secuencial en numero

62 © N Dermatol Online 2.201
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D

le

dos, por 10-15 segundos para asi congelar tamtonekr
en su totalidad como el margen de piel sana de pamm
fuera del tumor. La temperatura final
, empleando el pirémetro y las agujas termoparesgéue
descongelacion. A los 15 dias presenta una era@sion
costras miélicericas y se indica antibioticoteragial. A
la semana de inicio del antibiotico la lesién nesgnta
signos de impetiginizacion por lo que se suspeAdes
8 meses del tratamiento se presentd una cicatGficat
levemente eritematosa con areas de piel normal 3jig
e
fibrosis dérmica y ausencia de neoplasia intraepié
residual (fig. 4).

_.4#.;

Figura 2. Histologia

acantosis, pérdida de polaridad y maduracion celula
que afecta todo el espesor epitelial. Hiperqueratiss

Denso infiltrado de mononucleares en dermis (HE
10X).

Figure 2. Histology. Epidermis with acanthosis, los of

polarity and cell maturation that affects the entire

epithelial thickness. Hyperkeratosis. Dense infiltrée of

mononuclear cells in dermis (HE 10X).

Figura 3. Clinica post-tratamiento. Qcatriz atréfica
levemente eritematosa con &reas de piel normal.

se Figure 3. Clinical post-treatment. Slightly erythemaous
atrophic scar with normal skin areas.

alcanzada,

60°C con dos ciclos completos de congelacion-

Se tom6 una biopsia de control que mostré un eea d



Comentario

La EB es de etiologia desconocida. Est§
relacionada con los siguientes factores predispgesen
exposicién crénica al sol, contacto con arsénico
derivados, radioterapia y agentes virales comoirekv
del papiloma humano (VPH3-5].
En general son lesiones Unicas y s6lo en una gparta
de los casos son multiples; forman placas eritesaato
con escama fina, ocasionalmente fisuradas, de tamafi
variable y contorno irregular pero bien definidoequ

tienden a extenderse gradualmente en forma anular|o

policiclica [6-8].

Figura 4. Histologia post-tratamiento. Epidermis
adelgazada con pérdida de redes de crestas. Fibresi
dérmica. Ausencia de restos neoplasicos (HE 4X).
Figure 4. Histology post-treatment.- Thinned epidemis
with loss of rete ridges. Dermal fibrosis. Absence of
neoplastic remnants (HE 4X).

El diagnostico diferencial incluye a la dermatdi$nica,
psoriasis, queratosis seborreica, carcinoma bagdacel
superficial, carcinoma metastasico, melanoma d
extension superficial en las lesiones pigmentadas |y
verrugas vulgares en lesiones queratosicas [1].

En la histologia se observa pérdida de polaridatbsle
queratinocitos, atipia y mitosis en todo el espatoia
epidermis. Queratinocitos multinucleados o con eusl
hipercromaticos y nucléolos prominentes, las cslula]
basales son normales. La dermis superficial muestfa
infiltrados de linfocitos, histiocitos y célulasapmaticas
[9].

Del 5% al 20% de los casos desarrolla carcinom
epidermoide invasor, que al menos en un tercio d
metastasis. El 14% de los pacientes presenta mhagltip
lesiones premalignas y malignas junto con la EB.[10

El tratamiento es muy variable, siendo la cirugia
convencional el tratamiento estandar, aunque algung@
pacientes no pueden someterse a ella debido athed
estado de salud. En otras ocasiones las lesioaessrtan
un tamafio gigante o localizaciones especiales,|gor
cual los resultados serian poco cosméticos, pudiend
llevar inicluso a pérdida de la funcionalidad. Eohds
casos, otras opciones terapéuticas incluyen: arug
micrografica de Mohs curetaje, criocirugia, lasen c

D

)

CO,, radioterapia, terapia fotodinamica, 5 fluoruacilo
tépico, imiquimod toépico, inyecciones locales de
interferon alfa o bleomicina [7-10En nuestra paciente
se decidi6 combinar dos terapias, la criocirugialy
imiquimod al 5% topico ya que se trataba de unaemuj
con hipertensiéon que no se encontraba controlatia. E
tratamiento produjo una remision rapida del proceso
neoplasico sin ninguna complicacion mayor, salvo la
impetiginizacion a nivel local que super6 en dias.

La criocirugia es una técnica que se basa enizaafin

de un agente criogénico (el mas empleado es ébeito
liquido) directamente sobre la piel para provocar
congelacion y destruccion del tejido. Este proceéstino

se ha utlizado para el tratamiento de diversas
enfermedades cutaneas, tanto benignas, como
premalignas y malignas [1]. Para su correcta agbica

es importante conocer el agente criogénico, laidécn

las caracteristicas de la lesion, tales como tamafio
localizacion, profundidad, agresividad y proximidazh
estructuras vasculares o nerviosas. Tiene una derie
ventajas como: realizarse en forma ambulatoria, ser
econdmica, disminuir el riesgo de infecciones aapleg,
emplear sélo anestesia local, cuidados postoperator
minimos y resultado estético de aceptable a exeetm

la mayoria de los casos [9].

El Imiquimod es un modificador de la respuesta inenu
de uso tépico que ocasiona actividad antiviral vy
antitumoral a través de la estimulacion de la irniohash
innata y adquirida. Su aplicacién se realiza tGpate,

sin vendaje oclusivo, 3 dias a la semana durante 5
semanas [10]. En cuanto a su respuesta inmune actls
activando macrofagos y otras células mediante gnun

a receptores de superficie, induciendo la secred®n
citoquinas pro-inflamatorias del tipo interferanfactor

de necrosis tumoral e interleuquina 2 y otras del tipo
interleuquina &, 6, 8, 12, interferom [4].

Lo que si se debe tener en cuenta al elegir lpdetaa

es aquella que sea econOmica, eficaz, estéticamente
aceptable y que presente menos riesgos en un f&cien
mayor de 60 afios y con co-morbilidades.
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Abstract

Background: The proximal fold is an important part of the regilparatus it contributes to the formation of thié plate and through the
cuticle acts as an impermeable barrier protectifrpin any cause.

Objective: To know the proximal nail fold hematoma causedheyuse of pulse oximeter.

Material and Methods: A descriptive study was conducted in 41 patierite proximal nail hematoma secondary to the usexohetry
in patients hospitalized in the Intermediate artérisive Care Unit at the Hospital General de Enfdades from December 1, 2007 to
December 31, 2010.

Results: We studied 41 patients with proximal nail fold legoma secondary to the use of oximeter, 30 (73d@6e males and 11
(26.8%) females. The numbers of fingers affectegidge oximeter were in one digit. 30 (73.1%) casetvo digits 6 (14.6%), in three
digits 3 (7.3%), in 4 digits 1 (2.4%) and in 5 d&gl (2.4%) case. The most affected proximal mddl vas right index: 24 (58.5%), right
middle 11 (26.8%), right ring 6 (14.6%), left ind&R (29.2%), and left middle 6 (14.6%) cases.

Conclusions:Hematomas of the proximal nail fold may be causgdifferent traumatisms. The use of pulse ogier is one of them.

Streszczenie

Wstep: Proksymalny wat jest wag czg$cia paznokcia, przyczyniagto powstawania plytki paznokciowej i poprzez daih oskorka
jako nieprzepuszczalnej bariery chroni go.

Cel: Obserwacja krwiakéw proksymalnego watu paznokowagiatych po @yciu pulsoksymetru.

Materiat i metody: Opisowe badanie zostalo przeprowadzone u 41 p@ejez wtérnym, proksymalnym krwiakiem paznokcia po
zastosowaniu oksymetrii u chorych hospitalizowanyechOddziale Intensywnej Terapii w Szpitalu Genedlal Enfermedades od 1
grudnia 2007 do 31 grudnia 2010.

Wyniki : Zbadano 41 pacjentow z wtérnym krwiakiem prokslyrago watu paznokcia powstatego payciu oxymeteru. 30 badanych
(73,1%) stanowili rezczyzni, a 11 badanych (26,8%) kobiety. Numery palcéwkttaych zatagono pulsoksymetry byty nagiujace:
palec pierwszy (kciuk) 30 (73,1%) przypadkow, drégi14,6%), trzeci 3 (7,3%), czwarty 1 (2,4%) utpi 1 (2,4%) przypadek.
Najczsciej zmiany dotyczyly bliszego watu paznokcia prawej strony, indeks: 245%8, prawa potowa 11 (26,8%), prawy geen 6
(14,6%), indeks lewej strony 12 (29,2%)radka 6 (14,6%) przypadkéw.

Whioski: Krwiaki blizszego watu paznokcia modpy¢ spowodowane przez sde czynniki traumatyczne.zpjlcie Pulsoksymetru jest
jednym z nich.

Key words: nail fold, oxymeter, hematoma
Stowa klucze wat paznokciowy, pulsoksymetr, krwiak

Introduction

The nail apparatus may be affected by differen
forms of hematomas, depending to the cause differe
structures can be affected; the nail plate is thestm
affected secondary to major and minor trauma irh bot
fingernails and feet.

The function of the proximal nail fold is to protehe

nail plate through the cuticle; it acts as an impeable
barrier protecting it from any noxa.
We report our experience of 41 cases with proxinaail
hematoma secondary to use of the oximeter in the
Intermediate and Intensive Care Unit at the Hobpita
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General de Enfermedades December 1, 2007

December 31, 2010.

Material and Methods

A descriptive study with 41 patients presenting
proximal nail hematoma second dary to the use O
oximetry hospitalized in the Intermediate and Istea
Care General at the Hospital General de Enfermedad
from December First 2,007 to December 31, 2,01d

Results

We studied 41 patients with proximal nail fold
hematoma secondary to use of oximeter (Fig. 1), 3
(73.1%) were males and 11 (26.8%) were females; ag

ranging from 0-20 O cases, 21-40 6 (14.6%) , 41-6Q:

16(39%) , 61-80 13 (31.7%) and more than 80 years
(14.6%) cases.

The causes of hospitalization were sepsis 12 (29.29
cases (Fig. 2), pancreatitis 4 (9.7%) , diabetelitose
and sepsis 4 (9.7%), respiratory distress syndrdme
(9.7%), myocardial infarction 3 (7.3%), exploratory
laparatomy 3 (7.3%), craniotomy 2 (4.8%), upper
gastrointestinal bleeding 2 (4.8%), chronic refadlre

2, congestive heart failure, dengue hemorrhagierfev
(Fig. 3), myasthenia gravis (4.8%), Guillian Barre

syndrome and bradycardia, 1(2.4%) case each one.

Hematoma of the proximal nail fold were diagnosed i
41 cases and 69 digits were affected, the numbkrs
fingers affected by pulse oximeter were in one tdagi
(73.1%) cases, in two digits 6 (14.6%) (Fig. 4)three
digits 3(7.3%), in 4 digits 1 (2.4%) and in 5 digit
(2.4%) case.

The fingers affected were right index: 24 (58.5%ght
middle 11 (26.8%), right ring 6 (14.6%), left indé®
(29.2%), and left medium 6 cases (14.6%) (Table 1).
The time of occurrence of the hematoma ranged fron
less than 10 days 20 patients (48.7%), 10-20 days:
(12.1%), 20-30 days 1 (2.4%), unknown 15 (12.1%
cases, less time being 3 days and the most beimg mg
than 30 days.

The left and right index fingers were the most ctfie
because they are the digits in which oximetry iterof
placed

Number of affected fingers No %
One 30 73.1
Two 06 14.6
Three 03 7.3
Four 01 2.4
Five 01 2.4
Total 41

Affected Proximal Nail Fold No %
Right index finger 24 58.5
Right middle finger 11 26.8
Right ring finger 06 14.6
Left Index finger 12 29.2
Left middle finger 06 14.6

Table 1. Hematoma of the proximal nail fold Affectel
Fingers

=

D
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Figure 1. Oximeter in a patient in Unit Intensive Care

Discusion

Proximal nail folds of fingers can be affected by
traumatic factors being one of the most frequensea
of hematomas at this level, within which we hakis t
nail biting and tearing of hangnails. However, & i
important to know other
hematomas at this level as are those produced dy th
oximeter use; their presence in several digits aad
history of oximeter use thereof must make us suspec
other diseases that can be presented such aserollag
diseases or sepsis.
The proximal fold is a continuation of the dorshihsof
the digits, it gives rise to two epithelial surfaceghe
dorsal and the ventral, the latter contributes le t
formation of the nail plate [1].
The proximal fold is structurally similar to the
surrounding skin without dermatoglyphics and sweat
glands, it has three parts: the glabrous skin,ctitecle
and the ventral portion of this fold called eporiych
This fold is important because it contributes te@ th
formation of the nail plate through the dorsal rixatn
the low ridge of its ventral portion, influence® throwth
direction of the nail plate in an oblique form abohe
nail bed and in the microcirculation that providesful
information on some pathologic conditions [2].
This nail fold can be affected by skin, systemia an
infectious diseases, benign and, malignant tumaorg d
reactions, traumatisms between others [2-4].
Among the traumatic causes affecting this fold toe
hematomas caused by the use of oximetry in patients
hospitalized at the intensive care unit, this kiofl
hematoma is caused by the constant pressure of the
oximeter, since this is like a clip [1]. This ocsumn
patients in critical care where pulse oximetry ige af
the most important advances to monitor blood oxygen
saturation noninvasively [5].
The proximal nail fold hematoma affects the freged
letting off the cuticle, at the beginning it wastight that
its appearance could be due the prolonged useeof th
oximeter (30 days), however some cases have been se
after 1 to 3 days of using it, one or more folds t&
affected according to where the oximeter is pldaéd



Figure 2. Proximal Figure 4. Proximal nail fold hematoma caused
with sepsis by oximeter in two digits

Figure 3. Proximal nail fold hematoma in male patienwith Hemorrhagic Dengue

Proximal f0|d hematomas can a'S.O be of iatrogerigiro REFERENCES / PISMIENNICTWO :
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unlike the ones cause bye major trauma that mesept
with onychomadesis, onycholysis, deformity or lads
the nail and sometimes onychodystrophy [6].

It is important to recognize these traumatic hemai®
of the proximal fold caused by the use of the oxéne

and distinguish them from the capillaries thronibas$ 1998: 4: 32.

the proximal fold seen in collagen-vascular dissase 4. Tosti A, Piraccini BM, Le Unghie Peluso AM: Guida
especially systemic sclerosis and dermatomyositss, Pratica Alle Piit Comuni affezioni”, Biochimsi 1998): 41.
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mountain climbers following a severe freeze or éople 6. Fastle RK, Bothner J: Subungual hematoma. 2008.
who practice winter sports outdoors. This bleedimay http://www.utdol.com/online/content/topic. Consulted08;

be caused secondary to the cold that affects the 18:5.

peripheral circulation in the capillaries aroune thail 7. Maeda M, Yamazaki, T, Tawada, C: Nail fold bleeding
folds, causing necrosis by cell destruction, tissdema of fingers in a mountaineer with severe frostbite. J
and thrombosis. However, these mechanisms areeibt w| ~ Dermatol. 2007; 34: 219-220.

defined [7].

This type of hematoma disappears on its own anthail
is needed to prevent its formation is to rotate the
oximeter in the different fingers of the patieritid also
important to train medical and nursing staff abthe
correct technique for the placement of the oximfites].
This is probably an unknown condition to many fdratv
we consider important its disclosure.
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Abstract

Psoriatic arthritis (PsA) is a type of seronegativéhiritis associated with psoriasis of skin ardila It affects axial and eripheral joints
with variable severity. The course and prognosithefdisease suggest that early diagnosis and ssijggereatment are important. The
most common clinical type of PsA is oligoarthiritis which four or fewer joints are involved oftém an asymmetrical pattern, and
arthritis mutilans which is the destructive forndas the least common. We report a case of Pshich the manubriosternal joint

alone was involved as initial manifestation in asation with psoriatic erythroderma. .

Streszczenie

tuszczycowe zapalenie stawow (LZS) jest typem ssgatywnego zapalenia stawow zeanym z tuszczycskory i paznokci. Wplywa
na osiowe i obwodowe stawy w zmiennymeaehiu. Przebieg i rokowanie choroby sugerdge wczesne rozpoznanie i agresywne
leczenia g istotne. Najcgstsz kliniczna postaci £ZS jest oligoarthiritis, w ktérym to cztery lubmiej stawow, cgsto asymetrycznie
objete @ procesem chorobowym oraz arthritis mutilans, kiést destrukcyjm forma £ZS i jest najmniej powszechne. Przedstawiamy
przypadek tZS, w ktorym zee bylo spojenie ekojesci mostka co stanowito wgina manifestag zmian zwizam z ertrodermi

tuszczycow.

Key words: Psoriasis, Psoriatic arthritisianubriosternal joint

Stowa klucze tuszczyca, tuszczycowe zapalenie stawow, spojehigesci mostka

Introduction

Psoriatic arthiritis (PsA) is a specific form of
inflammatory arthritis associated with
psoriasis of skin and nails and is usually serotiegéor
rheumatoid factor. Clinically, five different pattes of
the diseases have been described: distal intergiala
arthritis ,oligoarthritis,polyarthritis,arthritis utilans and
spondyloarthropathy [1]. These clinical patterns ca
change with time and may develop into more destreict
forms of the disease.lt is therefore suggested ¢haly
diagnosis may prevent these adverse outcomes of P
[2,3]. We hereby report a case of PsA in the farim
monoarticular involvement of manubriosternal joint
associated with psoriatic erythroderma.

Case Report

A 50 year old male patient who was a known
case of psoriasis presented with a two weeksriyistd
acute exacerbation of the disease. Patient was

diagnosed case of psoriasis vulgaris for twentysyead
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a

his disease used to get controlled by topical naditios
but two weeks back the disease got flared up aftake

of some ayurvedic drugs. It was associated witlerfev
and malaise. There was no history suggestive aft joi
pains or any other systemic disease, however, dtien
complained of persistent pain over the anteriorsthe
which started three days after the aggravationseage.
On examination, the patient was in erythrodermg.(E)
and typical psoriatic plagues were present on saatp
dorsum of hands and feets. Nail examination showed
pitting and onycholysis in some of the finger nails
Tenderness and swelling was noted over manubriaster
joint (Fig. 2) and arthritis of the joint was susfel. Rest

of the joint examination was insignificant. General
physical and systemic examination was normal. Reuti
investigations like complete blood counts, urine
examination, liver function tests and kidney fumit
tests were normal. Serum uric acid was normal
(5.6mg/dl). The synovial fluid aspirated from the
inflamed joint was negative for crystal deposits.



Figure 2. Showinginvolvement of manubriosternal
joint

Rheumatoid factor and ANA were normal. Chest x-ray
and ECG were normal. An MRI scan of the sternun
revealed narrowing of the joint space and articula
erosions confirming arthritis of the manubriostéfjoat
(Fig. 3). In view of the constellation of clinical,
laboratory and radiological findings, a diagnosisPsA

of manubriosternal joint was made. The patient wa:
given weekly methotrxate (25mg/wk) and the skin
lesions and arthritis showed good response after tw
weeks and almost resolved completely after 8 wexks
treatment.

of the

involvement

Figure 3. Radiological
manubrialsternaljoint on MRI

1°2)

Discussion

Psoriatic arthritis (PsA) is classified as
seronegative spondyloarthropathy associated witi-HL
B27. The prevalence of psoriatic arthiritis in gete
population is reported to be 0.5 percent whereas in
psoriatic population it affects about 5-30 percent
patients. The diseases can start at any age buitstisd
age of onset is between 35 and 45 years about 4@ ye
later than psoriasis [4]. However, in 15 percerdesait
can precede the diagnosis of psoriasis. The Mall an
Wright classification includes five clinical groups
asymmetrical oligoarthritis, symmetrical rheumattie
pattern, predominantly distal interphalangial type,
predominantly axialarthritis which includes sponitityl
and sacroilitis and arthritis mutilans which is a
destructive form of PsA. Psoriasis of the nailsurdo
about 75 percent PsA patients as compared to 3@iper
with skin lesions alone [5]. Besides the affectidraxial
and peripheral joints, the involvement of
temporomandibular joint is not uncommon in PsA [6].
The involvement of sternal joints as initial mastkgion
is unusual in PsA. The association of manubriosiern
joint arthritis with palmoplantar pustulosis ancbpasis
vulgaris has been reported [7]. Nancy et al regbd
case of manubriosternal joint arthritis in a patiedf
generalized pustular psoriasis without involvement
any other axial or peripheral joint [6]. In our eaghe
patient had psoriasis for two decades but there neas
evidence of any joint involvement. The monoarticula
involvement of manubriosternal joint in associatigith
psoriatic erythroderma has not been reported eantid
to the best of our knowledge this is the first med this
association. The various treatment options in PsA a
NSAIDS, intraarticular  corticosteroids, systemic
retinoids, immunosupressants such as cyclosporine,
azathioprine, and methotrexate, leflunamide. PUVA
photochemotherapy and sulfasalazine are used
successfully. Recently, TNF-alfa antagonists sueh a
infliximab, etanercept and adalimumab are being
increasingly used and are reserved for more sezses.
We treated our patient with weekly methotrexatey.onl
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Abstract

Madura foot or mycetoma is a chronic granulomatdisease characterized by localized infection dfcataneous tissues by
actinomycetes or fungi. The inflammatory resporese extend to the underlying bone. Mycetoma wasribest first in the mid 1800s
and was initially called Madura foot. The infecti@an be caused by true fungi (eumycetoma) in 40f4flamentous bacteria
(actinomycetoma) in 60%.Actinomycetoma may be duédtinomadura madurae, Actinomadura pelletienie@bmyces somaliensis,
Nocardia species. The infection, which may rematerit for a time, forms small, subcutaneous swgdlithat enlarge, soften with pus,
and break through the skin surface, with concurieveision of deeper tissues. Sulfonamide, iodidel, antibiotic therapy have been
used against actinomycotic infections, but the fum@ more resistant to treatment. We reported teermtaof madura foot from
International Medical College Hospital, Tongi, GarzipA 82-years old male was admitted to the Inteéomal medical college hospital
with a 16 months history of swelling with multipdiéscharging sinuses filled with granules localizedhis right foot. Pus was examined
by gram staining and periodic acid Schiff (PAS)rétay. Moderate number of filamentous branchingmgositive bacilli were found .
The organism was recognized as a member of theoacyices genus. PAS staining did not reveal angrathganism. The aggressive
course and progression of the disease affecteghthie bones of the involved foot. The patient wiagosed as a case of Madura foot
and was treated in the same hospital.

Streszczenie

Stopa Madurska lub mycetoma jest przewdeklarniniakows choroly charakteryzujca sie zlokalizowanym zakaeniem tkanek
podskérnych przez promieniowce i grzyby. Reakcjealram mae rozcagat sie na kdci. Mycetoma po raz pierwszy zostata opisana w
potowie 1800 roku i byla poatkowo nazywana stapMadursk. Zakaenie mae by spowodowane przez grzyby prawdziwe
(eumycetoma) w 40% lub nitkowate bakterie (actinoatgma) w 60%. Actinomycetoma é@by spowodowana przez Actinomadura
madurae, Actinomadura pelletieri, Streptomyces $emsis, Nocardia species. Zakaie, ktére mge pozostawaw formie utajonej
przez jaké czas, tworzy mate, podskorne ofkiz mogace s powicksza, pokrywa roprg wydzieling i przebt si¢ przez powierzchei
skory, przy jednoczesnej inwazji weblej potazone tkanki. Sulfonamidy, jodyna i antybiotykotempiostaty uyte przeciwko infekcji
actinomykotycznej, ale grzyby tey $ardziej odporne na leczenie. Opigaly pacjenta ze stapMadurslky z International Medical
College Hospital, Tongi, Gazipur. 82-letniginzyzna zostat przgfy do International Medical College Hospital z 16ftveskczm
historia wielu obrzknietych, podminowanych zatok, wypetnionych granulkamlgkalizowanych w jego prawej nodze. Wydzielina
ropna zostala zbadana poprzez barwienie gram gidicane barwienie kwasem Schiffa (PAS). Stwierdzammiarkowan liczbe
rozgatzionych, nitkowatych pateczek gram dodatnich. Omganzostat uznany za cztonka z rodzaju promieniowcBarwienie PAS
nie ujawnito zadnych innych organizméw. Agresywny przebieg i gosthoroby wplyat na krotkie kdci stép. Pacjent byt
diagnozowany jako przypadek stopy Madurskiej ilbgkzony w tym samym szpitalu

Key words: Madura foot, Actinomyces, granules, pathogens giatesh
Stowa klucze Stopa madursk#ctinomyces, ziarniskei, patogeny, Bangladesz
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Introduction

Madura foot is endemic in the tropics and
subtropics. It is a deep mycosis caused by exogeno
fungus or actinomycotic species. These infectidead
to progressive inflammation of the skin, subcutarseo
tissue, muscles and bones. The organism entersgtnro
local trauma in the foot, hand or eyes from sapytiph
soil. After entry to the body they form subcutargou
nodules containing suppurative granulomas, multiple
cavities and sinus tracts. The sinus tracts diggzar
exudates with fine grains. These grains are cosonie
causal organism [1,2].
Due to the existing socio-economic condition and lo
living standard of the people of this area the aliseis
often neglected in the initial stage. Usually tlagdosis
is made at an advanced stage. Good clinical respon
with proper pharmacological therapy alone has been
reported [3]. Surgical debridement with prolonged
treatment with antifungal and antibiotic has beeoved
effective in many cases [4]. Amputation of limbs
followed by antifungal and antibiotic therapy and
reconstruction have been done for a number of da$es
Surgical excision is necessary when bone is ineblae
detected radiographically [6].
In this article we are presenting a case of madooa
diagnosed and treated in a medical college hospital
located at suburbs of Dhaka with limited invesiigat
facilities. The diagnosed patient was treated wathl
penicillin followed by application of local crystiae
penicillin G powder with which the patient respodde
well. The characteristic radiological presentation,
macroscopic and microscopic features are discussed
this report.

—

[

Case Report

An 82-year-old male farmer from Tongi,
Gazipura presented to the International Medicalegel
hospital on July 24, 2010 with a history of falla ditch
in January 2009. Following that there was pain and
swelling in his right foot. He was treated by lodaltors
with analgesic and antibiotic. The wound healedhiwit
few days. After three months the foot again sthrte
swelling and at this time he noticed a tender,
nonerythematous swelling in the same area thahehai
spontaneously and the wound healed. Over thefaext
months a number of similar smaller painless lesivae
appeared in the adjacent area when the patientniszbs
to us.

On physical examination, there was five discharging
sinuses over the dorsal surface of the right fadie
sinuses were discharging pus and sulfur granuigd)f
The patient was otherwise in good health without an
sign of immunodepression. No difficulty in his wilg
was reported.

Laboratory investigations revealed Haemoglobin -70%
WBC total count - 8000/ cmm, ESR 48 mm it Hour,
RBS 6.1 mmol/l , Serum creatinine-0.80 mg/dl, SGPT-
38u/l , SGOT - 24.5u/l , Urine R/E , X-Ray chestlan
ECG were normal. X-Ray of the right foot showeghsi
of destruction of the navicular bone (fig.2). Miscopic
picture of fine needle aspiration showed braching
filamentous bacilli (Gram positive). Some scattepers
cells are also seen (fig.3).

The patient was treated with oral penicillin
followed by installation of local crystalline peiiim G
powder. The patient responded well in 8 weeks of
treatment and was discharged from hospital on 26th
November 2010.

Figure 1. Discharging sinuses on the dorsal asgeof right foot discharging white pus filled with granules.
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foot

Figure 2.
destruction of the navicular bone.

Radiograph of right showing

Discussion

Madura foot was first recognized in 1842 by
Gill in Madura district of Tamilnadu in India [7].ater
Bidie and Carter gave a full description of theedise
[8,9]. Mycetomas are frequent in the tropical zooés
America (Mexico and Venezuela), Africa (Senegal,
Mauritania and Sudan) and Asia (India), but cao als
observed in other areas. Fungi, that in these raiegs
are found as saprophytes in the soil, are usuall
introduced through skin wounds in those who walkeba
footed (farmers, nomads) and are often exposed f{
penetrating wounds. Infection begins in the skid an
subcutaneous tissue causing local papular or nodul
swelling which tends to grow and rupture, forming
communicating sinus tracts through which mucoug
containing the characteristic colored grains islisged.
Some sinuses heal with scarring while fresh sinusg
appear elsewhere, leading to enlargement an
disfigurement of the affected limb. Eventually desion
of bone occurs when grains invade the cortical marg
and replace the spongiosa. General complaintsaaes r
and fever usually a sign of secondary bacteriadtién.
The infection does not, in general, spread
hematogenously although cases are known whe
particularly Pseudallescheria boydii and Nocardia
asteroides in immunocompromised patients (leukemia,
HIV, use of coticosteroids and immunosuppressive
drugs) have disseminated hematogenously to the,brai
myocardium and the thyroid gland [10,11].
The combination of the clinical picture (indurated
swelling of the foot with multiple sinuses that aliarge
pus filled with grains), macroscopically typicalagrs
and the histopathological appearence is charatiteot
the diagnosis. Grains vary from 0.2 to 3.0 mm in
diameter and can be black, white, yellow, pink ed,r
depending on the microorganism involved [8,12]. On
microscopy a hematoxylin-eosin (HE) stain is gelhera
able to demonstrate and identify the charactergtns.
They are surrounded by inflammation  with
polymorphonuclear leukocytes, epithelioid cellsagomha
cells and multinucleated giant cells with areaflwbsis.
Two groups of mycetoma are distinguished
Eumycetoma (caused by eumycetes or true fungi) an
Actinomycetoma (caused by fungi like aerobic baater

<

[oNNT;)

h

from the actinomycetes species).
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Figure 3. Microscopic picture shows branching
filaments (gram positive).Scattered pus cells ar
also visible.

Although particular species of dermatophytes ar@kn

for their mycetoma - like infection as well, theg dot
lead to destruction of the bone and therefore are n
considered real mycetoma [13,14]. Gram staininglm
used for recognition of branching hyphae within the
actinomycetes grains, while periodic acid Schiff@} -
staining is suitable for identification of the hy#h of
eumycetes. Confirmation of the diagnosis and exact
identification of the species require culture. Aliigh
theoretically more accurate than histology, cultise
difficult practically and also facilities for cultet was not
available in this institute.

Although the clinical picture is characteristicagihostic
confusion may occur with chronic bacterial
osteomyelitis, especially when bone destruction has
occurred. Botromycosis can give a similar pictitrés a
chronic bacterial infection caused by gram- positiv
cocci (Staphylococci, Streptococci) and gram negati
bacteria (Escherichia coli, Pseudomonas, Protce) t
can lead to subcutaneous swelling with drainintyfs.
Like mycetoma, grains (colonied of bacteria) can be
found in the suppurative dicharge. In botromycosis,
however, organs can be affected by the process too.
Neoplasms (benign and malignant) should be excluded
as well [15].

Commencement of treatment at an early stage is
necessary to reduce the suffering of the patiedt tan
prevent complication. Treatment of mycotic mycetema
is often unrewarding. It is based on surgical egois
since chemotherapeutic agents (ketoconazole,
itraconazole) are expensive and often not effedi\é

22]. A delayed diagnosis may require extensive oni
which may not always be adequate and more taxing to
the patient. In our case, the actinomycetomas iemgat
responded well in 8 weeks with oral penicillin dodal
crystalline penicillin G powder. Penicillin is aryecheep
and relatively safe drug without any remarkableesid
effect for most individuals. We advised the patiémt
follow up visits to detect any recurrence. For ndrsigs,

it is recommended to continue treatment for attlé8so

12 months and many of these drugs are toxic. Asetho
drugs are toxic the patients need regular followedip
hematologic, liver and kidney function parameters.



Conclusion

We reported a case of actinomycosis in this
article. Although it is a rare disease, it might be
encountered in our regular practicing life spegiatl a
country where more than 75% of the people are wgrki
barefooted in the fields. Immediate and meticulous
conservative and surgical measures could be oft gre
benefit for these patients.
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Abstract

We presented a female patient a 63 year-old affestth scabies and personal history of previatisopatich psoriasis and arterial
hypertension. We aimed to desribed clinically witead itchy rach vscabies submited to dermoscopic examination. We confirmed

diagnosis of scabies clinically and dermoscopically

Streszczenie

Zaprezentowadmy 63 letni chom naswierzb z osobigt dodatkovg historia w postaci tuszczycowego zapalenia stawdw i riadenia
tetniczego. Naszym celem byto opisanie klinicznie ppgchnych, sedzacych zmian w przebiegéwierzbu obserwowanych w badaniu
dermoskopowym. Potwierdziliny rozpoznanigwierzbu badaniem klinicznym i dermoskopowym

Key words: scabies, dermoscopy, skin disease
Stowa klucze $wierzb, dermoskopia, choroby skéry

Scabies is an itchy rash caused by a little mité
that burrows in the skin surface. Scientific nanfe o
human scabies mites is Sarcoptes scabiei var hemin
The mite is an obligate human parasite and canvet |
more than three days without a human host, bugrit c
survive up to a month when living on a human. Tifee |
cycle of the mite lasts 30 days and is spent withim
human epidermis. An affected host is infested byuab
10-12 adult mites. After mating the male dies asmidle
mite burrows into the outside layers of the skineven
she lays up to 3 eggs each day for her lifetimee Th
period of 10 days is needed for maturation through
larval and nymph stages. At the end, 10% of thaggs e
arise in mature mites [1].
The symptoms of the condition can last for months o
even years.
Scabies is a very contagious skin condition. Theesni
are transferred by direct skin-to-skin contact alsong
sexual contact. Others,
bedclothes, are also possible
contaminated by infected persons. Symptoms wilkeapp
from two to six weeks in people who have not prasigp
been exposed to scabies infection. In patients wit
previous infestations symptoms develop whitin ooe t
four days after [2].

-
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indirect contacts etc. over
if these have beén

Although scabies can affect anyone of any age, oace
socioeconomic group, it is more common in childaed

in sexually active people.

Itch is often severe. Itch tends to be in one atefirst
(often the hands), and then spreads to other afdws.
itch tends to be worse at night and after a hoh.bAt
rash usually appears soon after the itch starts [3]

The rash is often most obvious on the inside of the
thighs, parts of the abdomen (fig. 1) and buttocks,
armpits, and around the nippels in women (fig. 2).

Figure 1. Image of clinical manifestation of scab®



Scabies is usually diagnosed by the typical symptom
and lesions and skin rash described above. Typical
primary symptoms are small papules, vesicles an
burrows. Secundary lesions might be various becaus
they are the result of scratching, due to scratchin
attained secondary infections and sometimes outaifme

the host immune response against the mites and thei

products.
The diagnosis can be confirmed by microscopid
examination of the contents of a burrow [4].
Burrows are a pathognomonic sign and represent th
intraepidermal tunnel created by the moving of fiema
mite. Burrows are often shaped like ,s" or ,z"“,dfi3,
fig. 4). Using dermoscopy we could also see thesita
dermoscopic image of triangle or ,delta wing jejrs of
scabies head parts, translucent scabies body atiesc
eggs (fig. 5), common seen under the breasts (asirin
patients case), axillae and buttocks.

Figuri. Clinical iae of a lesion

Figure 3. Dermoscopic images of lesion

D

Figure 4. Dermoscopic images of lesion

e

A new technique, dermoscopy, makes it easier totifje
the black dot at the end of a burrow which represtre
mite. Examination with our Mole Max Il  digital
dermoscope, which offers a maximum field of view of
1cm with 30-fold magnification, revealed scabiegemi
within minutes. The pixel resolution of each imagas
640x480 at 24-bit color depth [5,6].

Our patients were treated with topical Elftax
(Crotamiton) cream/lotion which is a scabicidal and
antipruritic agent. Itch disappeared almost immiedyja
After the treatment, skin condition was without any
changes.

We conclude that dermoscopy as a accurate,
non-invasive, painless, non-expensive and simple
technique is important and useful tool for the diagjs
of scabies either as a diagnostic test or to gtie
traditional diagnostic test [7]. Dermoscopy of seab
facilitate very low number of false-negativ resulthat
we conceive as significant because scabies moreover
may additionally mimic a host of other dermatologic
conditions that can be easily misdiagnosed if not
confirme.

Figure 5. Dermoscopic images of lesion
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Abstract

Polycystic ovary syndrome(PCOS) is a common conditivaracterized by menstrual abnormalities andoeliror biochemical features
of hyperandrogenism. Features of PCOS may manifestygage, ranging from childhood (premature pybeteéenage years (hirsutism,
menstrual irregularities), early adulthood and rfeddife (infertility, glucose intolerance) to lateife (diabetes mellitus and
cardiovascular disease). Cutaneous manifestatioREQfS are protean and include hirsutism, acne, gadio alopecia and acanthosis
nigricans. Treatment of cutaneous manifestation®©OS requires a coordinated team approach. A catitin of drug therapy,
counseling and cosmetic procedures can maximizesthats.

Streszczenie

Zespot policystycznych jajnikdw (PCOS) jesiesym stanem charakteryaoym sk zaburzeniem miegizkowania oraz klinicznym i
biochemicznym hiperandrogenizmem. Schorzenie PCO% mgstpowa: w kazdym wieku, pocawszy od dziedistwa (przedwczesne
pokwitanie), mtodziaczych lat (hirsutyzm, zaburzenia migsikowania), we wczesnej doro&td i w potowie zycia (nieptodnéc,
nietolerancja glukozy) do gaych latzycia (cukrzyca i choroby uktadudéenia). Skérnymi objawami PCOS$ amienne i to nadmierne
owtosienie, tadzik, tysienie androgenowe i acanthosis nigricansczenie skornych objawéw PCOS wymaga skoordynowaneg
podefcia zespotu. Patzenie leczenia farmakologicznego, poradnictwosiketyczne zabiegi magmaksymalizowawyniki.

Key words: Polycystic ovary syndrome , hyperandrogenisnsutism, androgenic alopecia
Stowa klucze Zespot policystycznych jajnikéw, hiperandrogenjzrirsutyzm, androgennym tysienie

Introduction dermatologist. Thus all the disciplines need tdaoeiliar
As early as 1844, Chereau described with this syndrome & its long tem consequences.

sclerocystic changes in the human ovary .[th] 1935,

Stein & Levienthal reported seven women with Definition & Diagnosis:

amenorrhea, hirsutism, obesity, polycystic Historically, there has been a lack of consensus

ovaries.....Stein-Levienthal Syndrome [2]. Polycystic regarding the features that define PCOS.A meeting

ovary syndrome (PCOS) is the most commonly convened by the National Institute Of Health (NIid)

encountered endocrinopathy in women of reproductiv 1990 stressed three key features necessary for the

age group. It has significant reproductive and nont diagnosis of PCOS [5]:

reproductive consequences. Women of any ethnic < Ovulatory  dysfunction  (oligo-ovulation  or

background can present with PCOS [Sgveral studies anovulation).

have suggested a prevelance of PCOS of 5-10 % |n « Clinical hyperandrogenism or  biochemical

women of reproductive age group, using the diagnost hyperandrogenemia.

1%

criteria proposed by the US National Institute Gfath |« Exclusion of congenital adrenal hyperplasia (CAH) ,
[4] .Because patients with PCOS can present with androgen secreting tumors, hyperprolactinemia or
assortment of complaints such as menstrual distass thyroid diseases.

infertility, hirsutism, acne,their point of entryito the Because 16-20% of normal population has polycystic-

medical system may be by way of a primary car¢ appearing ovaries on ultrasound, the presence of
physician, gynecologist, endocrinologist, or a
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polycystic ovaries was considered to be suggested b
not diagnostic of PCOS [6]

Rotterdam Criteria (2 out of 3) :

e Menstrual irregularity due to anovulation or oligo-
ovulation.

» Evidence of
hyperandrogenism.
« Polycystic ovaries (12 or more follicles in each
ovary, measuring 2-9 mm in diameter and/or increéase|
ovarian volume).

clinical or biochemical

Pathogenesis:

The pathogenesis of PCOS is poorly
understood, but the primary defect may be insulir
resistance leadind to hyperinsulinemia [7,8]. Ire th
ovaries, the cardinal feature is functional
hyperandrogenism. Circulating concentrations ofilins
& LH are generally raised. The theca cells, which
envelop the follicle and produce androgens fof
conversion in the ovary to oestrogens are over
responsive to this stimulation. They increase #e sind
produce androgens. This combination of raised ewél
androgens, estrogens, insulin and LH explains th
classic PCOS presentation of hirsuitism, anovufatio
dysfunctional bleeding, and dysfunction of glucose
metabolism.

Signs and symptoms:

PCOS symptoms have a gradual onset. Although th
symptoms can exist at the time of menarche, mo#tef
patients do not seek help until their early mids20’

e Menstrual irregularities and reproductive issues:
Abnormal vaginal bleeding is a typical complainatth
ranges from amenorrhea to menorrhagia & metrorghagi
Because these patients are anovulatory, they eflept
with infertility issues and have an increased ieoick of
pregnancy loss and pregnancy associated complicatic
[9,10].

e Obesity and metabolic abnormalities:-Prevelance o
obesity is high in patients with PCOS. The rate o
obesity in the PCOS population ranges from 38-879

[11].Because obesity is associated with insulin
resistance, many women with PCOS have insulif
resistance, but insulin resistance in PCOS is alsp

independent of obesity.

* Metabolic syndrome:-PCOS patients are at a highg
risk for the metabolic syndrome that includes
dyslipidemias, type 2 DM, hypertension and obesity
[12].

D

D

=

Androgen

S

The cutaneous manifestations of PCOS vary
depending on the ethnic background and includeethes
are syptmpoms [13]:

e Hirsutism- 66%

* Acne- 35%

« Androgenic alopecia- 6%
« Acanthosis nigicans- 3%

Hirsutism is defined as excessive facial and/or body
terminal hairs in a male pattern distribution. dsults
from an interaction between androgens and
sensitivity of hair follicle to androgens. It ocsumt
puberty in response to increasing levels of andrege
Under the influence of androgens, vellus hair dep®l
into terminal hair. Ferriman — Gallwey scoring gystis
used to quantify the extent of hair growth at agéro
sensitive sites [14]. A score of >8 is abnormal doult
Caucasian females. Limitations of this scoring eyst
are that it is subjective and is effected by argvmus or
on going treatment.

the

Androgenic alopecia. There is progressive loss of
terminal scalp hair in genetically succeptible wome
with diffuse thinning of hair diameter, length agensity
(hairs/cm).The pattern may embrace progressivaitign

of the crown with preservation of hair-line or tate a
male-pattern form with bitemporal recession. Vasiou
grading systems used for grading androgenic alapse
Ludwig’'s scale (gradel — grade3) and Olsen’s scale
[15,16].

Seborrhea and acneare also the results of increased
androgen production and/or increased skin seryitiui
androgen [17].

Acne in PCOS has following important characters:

* Persistent.

« Refractory.

e Late onset.

Associated with irregular menstrual cycles, hiisuit
obesity and androgenic alopecia.

~

~

Comedone formation

_/

Seborrhea
\__ |
Changes in ductal micro environment
P-acne ( ductal ) colonisation
I
_ Inflammation
Figure 1.
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Acanthosis Nigricans is characterized by
hyperpigmentation and thickening of skin with
papillomatous elevations.These velvety plaques ar
distributed bilaterally symmetrically in the neckillae,
groins, antecubital and popliteal fossae, umbilieusl
perianal areas. The exact mechanism of developofent
the skin lesions of acanthosis nigricans is notkmobut
may result from keratinocyte and dermal fibroblast
proliferation stimulated by insulin and insulin ik
growth factors. Thus it is a Cutaneous marker stilin
resistance [18].

Treatment of hirsutism

e Direct hair removal: shaving, plucking, threading,
waxing, epilators.

e Electrical depilation: it includes galvanic depibat
and diathermic depilation.

e Lasers: Laser light (694-1064 nm) passes throug
the skin surface and
(chromophore), converted to heat energy which dgstr
the hair follicle. The largest is the stem cell pigpion
where pigmented cells are populated. Patients faith
skin are ideal for this procedure because darkér sk
carries the risk of epidermal damage as it requirgiser
energy pulses leading to pigmentary changes an
scarring [19].

e Eflornithine 11.5% cream: It inhibits the enzyme
ornithine decarboxylase responsible for catalyzing
ornithine to polyamine critical to regulation of lice
growth and differentiation. It slows down hair gitbw
and reduces hair visibility and coarse nature of ha

« Antiandrogens: Antiandrogens interfere  with
androgen action at the target organ either by lihgck
enzyme reactions or by blocking the androgen recspt
[20. A male fetus in utero is at risk of developing
feminization if his mother is having treatment wiim
antiandrogen. So, concurrent use of
contraception is an essential component of anynirerst
regimen using an antiandrogen. Antiandrogens mostl
used in hirsutism are cyproterone acetate, spisaztohe
flutamide, bicultamide.

« Combined oral contraceptive pills: These suppres
ovarian androgen production and thus should be th
treatment of choice for mild hirsutism of PCOS [BAljt
some of the progestrogens in oral contraceptive® ha
androgenic properties. It is therefore of utmost
importance to choose a combination that does neg¢ ha
any androgenic activity. Besides being usefull in
hirsutism, these also cause a marked improvement
acne and seborrhea as well as a good control
menstrual cycle.

« Finasteride: It is a compettitve 5- alpha- reduetas
inhibitor and blocks the conversion of testosterdoe
more potent dihydrotestosterne [22]. Comparative
randomized trials have shown that finasteride (5 m
daily) has a clinical effect on hirsutism similar that of
spironolactone and flutamitidé might be also useful in
women with androgenic alopecia [23].

« GnRH agonists: GnRH agonists such as Nafarelir
Buserelin, Leuprorelin decrease ovarian steroid
production by suppressing LH and FSH secretionr@ve
period of six months therapy, hair growth reduces i
majority of patients and there is a marked reductd

is absorbed by melanip

adequate
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n
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seborrhea also [24].
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* Ketoconazole: Its principle inhibitory role invokle
inhibition of the 17, 20-desmolase and 11- beta —
hydroxylase steps in steroidogenesis. Because sof it
significant ovarian suppressive effects, its use akso
been suggested for ovarian androgen suppression in
hirsutism [25]. Improvement has been noted withmg0
per day in PCOS.

Other treatment options for hirsutism

e Metformin: Metformin (500mg thrice a day) is being
increasingly used in PCOS. It significantly reduces
hyperinsulinemia and hyperandrogenism. It causes a
significant reduction in serum androgens, improveime
in menstrual irregularities and resumption of otiola,

but only a mild improvement in hirsutism [26].

*  Weight reduction: It is well recognized that obgsit
worsens hirsuitism.Failure to respond to antian€nog
therapy is much more common in obese than in slim
patients. Weight reduction decreases hyperinsulmem
insulin resistance and hyperandrogenism and has thu
beneficial effects on menstrual abnormalities and
hirsutism [27].Therefore low-energy diet and exszci
should be encouraged as a form of first line therap

e Psychotherapy: It is very important to address the
sociopsychological aspects of this disorder in some
women. Hirsuite women have increased levels ofepxi
and depression. So, psychotherapy in the form ofigr
therapy is very beneficial.

Treatment of Androgenic alopecia

* Minoxidil: Used as 2% and 5% topical solution, it
increases duration of anagen and enlarges miizatur
and suboptimal follicle. About 1 ml is applied toaip
twice daily for a minimum period of four months. éut

5% cases improve over a period of 48 weeks.

« Hormonal therapy: Antiandrogens and Finasteride
may also be beneficial in severe cases [28].

Treatment of Acne [29-31]

e Topical Retinoids: Topical retinoids including
Tretinoin, Adapelene and Isotretinoin normalizes
desquamation and also decreases the inflammatory
response.

* Benzoyl peroxide: It kills the microorganisms and
prevents the development of severe ache scarring.

e Antibiotics: Antibiotics such as tetracycline,
doxycycline, minocycline, erythromycin, azithronyci
are the mainstay of therapy for acne.

e Oral Isotretinoin: It reduces sebum production,
normalizes  desquamation and  decreases the
inflammatory response.

e Hormonal therapy: In severe unresponsive cases,
antiandrogens or OCP’S may be administered either
alone or in combination with topical or systemic
antibiotics.

Treatment of Acanthosis nigricans

Treatment is only symptomatic and consists of
topical application of mild keratolytics like salic acid
ointment or retinoic acid cream. Oral Isotretindias
also been used in some cases [32].
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Skin lesions occur in illustrators, (draughtsman
draftsman (fig. 1-4). Skin lesions are primarily two
fingers (finger | - thumb and finger Il - pointing)f
different colors. Coloration generally occurs iradX,
and the subject is the color of pen, pencil, whichsed
by a person. As a result of prolonged use of thkist
(scriber) or pencil goes to chronic fingertips cabd the
color of the stylus. Discoloration persists chrailig but
it is reversible. Disappears when the person cdasese
the stylus to perform their work or hobbies. Lesiomay
be accompanied by: a depresion in the spot comprsss
held stylus (pencil), discoloration of the distalge of
the nail plate (colour pen), damage to the distigieeof
the nail plate, periodic numbness in the fingeFs§otf
Brzeziiski 21.01.2011).

Figurel

Figure?2
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Zmiany skorne wyspuja u rysownikow,
kreslarzy, traserow (ryc. 1-4). Zmiany skdrne
zlokalizowane s przede wszystkim na dwéch palcach
(palec | — kciuk i palec ll-wskazagy) o r&nym
zabarwieniu. Zabarwienie z reguly wystlje w kolorze
czarnym, a uwarunkowane jest kolorem rysika, otowka
ktorym postuguje s dana osoba. W wyniku
diugotrwatego postugiwania esirysikiem lub otéwkiem
dochodzi do przewleklego zabarwienia opuszek palcow
w kolorze rysika. Przebarwienie utrzymuje ¢ si
przewlekle, ale jest odwracalne. Zanika wéwczas gdy
osoba zaprzestaniezywat rysika do wykonywania
swojej pracy lub hobby. Zmianom barwnikowym mog
towarzyszy: nieznaczne wgbienie w miejscu
ucisnigcia przez trzymany rysik (otéwek), zmiany
zabarwienia dystalnego brzegu piytki paznokciowej (
kolorze rysika), uszkodzenie dystalnego brzegukptyt
paznokciowej, okresowe g¢wienie palcéw. (Brzeaski
Piotr 21.01.2011).

Figure3,4
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CARBOXYHEMOGLOBIN SIGN

The bright red coloration skin and internal orgdns to
carbon monoxide poisoning

OBJAW KARBOKSYHEMOGLOBINOWY

Jaskrawoczerwone zabarwienie skoéry i
wewretrznych z powodu zatrucia tlenkienzgla.

ndéxv

CARDINAL SIGNS

(of inflammation), known as dolor, calor, ruborior
and functio laesa. These are the signs of acute
inflammation as described by A.C. Celsus about 200D
years ago. Due to the release of certain chemical
mediators we get calor and dolor; the result oféased
blood flow with blood vessel congestion. Dolor and
tumor are the result of increased permeability lobt
vessels with blood and fluids escaping outside th
vessels.

D

OBJAWY KARDYNALNE

(zapalenie), znane jako bdl, ocieplenie, zaczerneree,
obrzmienie, updedzenie funkcji. & to objawy ostrego
zapalenia opisane przez Celsusa A.C. okoto 2000 Ilat
temu. Ze wzgldu na wyzwolenie niektérych mediatoréw
chemicznych mamy bél i ocieplenie; wynik
zwiekszonego przeptywu krwi z zatorow nagzy
krwionosnych. BOl i obrzmienie & wynikiem
zwiekszonej przepuszczalfwm naczyi krwionosnych i
ucieczka ptynéw poza naczynia.

AULUS AURELIUS CORNELIUS CELSUS

(25 BC-AD 50) was a Roman writer on medicine and
surgery. He wrote several works, of which only one
remains entire, his treatise De Medicina in eightKs.
Probably lived in Gallia Narbonensis.

(ur. ok. 25 p.n.e.,, zm. ok. 50), pisarz rzymski w
medycynie i chirurgii. Napisat wiele dziet, z ktaty
tylko jedno pozostaje kompletne jego traktat De
Medicina w émiu kshzkach. Mieszkat prawdopodobnie
w Gallia Narbonensis.

Figure 1. Aulus Aurelius Cornelius Celsus
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CAMP-FEVER SIGN - TYPHUS FEVER

Epidemic typhus (also called "camp fever", "jaivée",
"hospital fever", "ship fever", "famine fever", "pid
fever", "petechial fever", "Epidemic louse-bornghys"
and "louse-borne typhus") is a form of typhus smee
because the disease often causes epidemics fofjowi
wars and natural disasters. The causative orgaigsm
Rickettsia prowazekii, transmitted by the human ybod

louse (Pediculus humanus corporis).

OBJAW GORACZKI OBOZOWEJ - TYPHUS

Tyfus epidemiczny (zwany tak "gomczka obozowa ",
"goraczka wkzienna", "goiczka szpitalna”, "gaczka
okretowa", "gomnczka gtodu", "tyfus", "wybroczyny
goraczkowe", "epidemiczne wszy przenase tyfus",
"wszy przenosge tyfus") te odmianysstak okrglane,
poniewa choroba cgsto powoduje epidemie podczas
wojen oraz katastrof naturalnych. Drobnoustroje
Rickettsia prowazekii as przekazywane przez wszy na
ludzkie ciata (Pediculus humanus corporis).

Figure 3.
Pediculus
humanus

Figure 2. Camp-Fever sign

CARO-SENEARA LESIONS

A pattern of psoriasis that should be distinguifean

dermatitis. These depressed plaques are often en t
sides of the fingers or border of the hand and havi
central umbilication.

LINIE CARO-SENEARA
Wz6r luszczycy, ktory powinien Ky dystyngowany

(wyrdzniony) od stanu zapalnego skory. Te depresjé

wystepuja czesto na bocznych powierzchniach palcéw
lub na granicy dtoni, z centralnym zalgieniem.

MARCUS R. CARO

1951-1960. Directors and consultants American Boérd
Dermatology. Instructor in  Dermatology and
Syphilology in the Medical School, 1915-1916, Chica

Dr. Caro was recognized for his outstanding teaghin
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skills and had chaired many post-graduate courgds a
seminars in dermatopathology.

Figure 4. Marcus R. Caro

1951-1960. Dyrektor i konsultant American Board of
Dermatology. Cztonek Dermatologii i Syfilologii w
Medical School, 1915-1916, Chicago, USA. Dr Caro
zostat uznany za wybitne umggjosci dydaktyczne i
przewodzit wieloma podyplomowymi kursami i
seminariami z Dermatopatologii.

FRANCIS E. SENEAR

1889-1958. In his long academic career, Dr. Senear
served in many leadership positions of a variety of
dermatology societies including chairman of thetidas

of Dermatology of the American Medical Association
and the lllinois State Medical Society, presidehtthe
Chicago Dermatological Society (1927), presidenthef
American Dermatological Association (1938), preside
of the American Board of Dermatology (1946-1949) a
president of American Academy of Dermatology (1955)
Dr. Senear has authored many dermatological asticle
and the most noticeable was his article entitlech “A
unusual case of pemphigus combining features afslup
erythematosus” which subsequently coined the term
“Senear-Usher Syndrome” and this unique diseasty ent
is now recognized as pemphigus erythematosus.

—

Figure 5. Francis E. Senear



1889-1958. W swojej diugiej karierze naukowej dr.
Senear wygpowat w wielu stanowiskach kierowniczych
w roznych towarzystwach dermatologicznych, w tym
przewodniczyt Sekcji Dermatologii American Medical
Association oraz lllinois State Medical Society,t by
prezesem Towarzystwa Dermatologicznego Chicag
(1927), prezesem Amerykskiego Towarzystwa
Dermatologicznego (1938), prezesem American Boar
of Dermatology (1946-1949) i prezesem American
Academy of Dermatology (1955). Dr Senear jest
autorem wielu artykutéw dermatologicznych najbaegizi
doceniony zostat jego artykut zatytutowany "nietyyo
przypadek pcherzycy majcej cechy tocznia
rumieniowatego”, ktéry nagbnie wprowadzit termin
"Senear-Usher Syndrome" i ta wi§owa jednostka
chorobowa jest obecnie uznawana zacherzye
rumienioway .

CARPET-TACK SIGN

Discoid lupus erythematosus is a form of cutaneou
lupus that presents as erythematous, hyperkerasotity
plagues on sun-exposed areas. It is usually segouing
adults, with women affected twice as frequentlyman.
When the edges of these plaques are pulled baek, t
undersurface may look like that of carpet tacking.

OBJAW FASTRYGOWANEGO DYWANU

(fastrygowd: zszywd, z reguly niedbale, przed vitawym szyciem)
Toczeér rumieniowaty ogniskowy jest foran skorry
tocznia rumieniowatego, ktéry przedstawiae gako
hiperkeratotyczne, luszgze st blaszki na obszarach
eksponowanych na stoe. Zazwyczaj wygpuje u 0s6b
mitodych, u kobiet dwa razy egiej niz u mezczyzn.
Gdy krawedzie tych blaszek as odchgane, dolna
powierzchnia mge  wyghdat  podobnie, jak
fastrygowany dywan.

CARRION'S SIGN

synonym - verruca peruana, Peruvian wart, haemgicha
pian. A soft conical or pedunculated papule thaptyin
groups as a manifestation of the second stage
Bartonellosis. Anywhere on the skin or mucous
membranes from miliary size to several centimeters.

OBJAW CARRIONA

synonym: brodawka peruwiska, verruca peruana,
Peruvian wart, haemorrhagic pian. dkkie Ilub
stazkowate nieuszyputowane grudki, ktore wyrastaj
grupach jako przejaw drugiego etapu Bartonellozy
Pojawiajp sie w dowolnym miejscu na skorze lub
btonachsluzowych od proséwkowej wielkei do kilku
centymetrow.

DANIEL ALCIDES CARRION

Peruvian medical student, born 1850, Cerro de Rasco
died October 5, 1885.

As a new factor of the problem was a noticeableciase

in verruca peruana. This disease, which manifegis w
wart-like skin eruptions of various shapes andssibad
been present in Peru already in pre-Columbian times
From 1881 he conducted extensive research on \&errug
peruane, including clinical studies at the Dos dayi
hospital in Lima. Carrion recognised that the diseaas
endemic, but not contagious, and that it was cabgexh
"agente verrucoso", possibly by a parasite attackire
blood and destroying leucocytes. In order to fingdt o
whether the disease could be inoculated and toy stsd
clinical course, Carrion decided to conduct an
experiment on himself. On August 27, 1885, Carrion
took blood from a redly coloured verruca in theaaoé

the eyebrows from a 14 year old boy. Carrion
experienced the first symptoms of the disease on
September 17, on October 5 he succumbed to the
disease. The Universidad Nacional Daniel Alcides
Carrién in Pasco, Peru, is named for him. Carriost c
him his life proving that, in fact, Oroya fever,cawarts
Peruvian are two manifestation of the same indesti
diseases, today often referred to as a Carridraskéser
bartonelloza. In 1909, Alberto Barton has detedtesl
pathogen causing the disease, later called Baltonel
bacilliformis.

Figure 6. Daniel Alcides Carrion

Peruwiaski student medycyny, urodzony 1850, Cerro de
Pasco, zmart 05 pgdziernika 1885.

Obserwowat zauwalny wzrost verruca peruana. To
choroba, ktéra objawia gibrodawkowatymi wykwitami
skérnymi o rénych ksztattach i rozmiarach, byta obecna
w Peru ju w czasach prekolumbijskich. Od 1881 roku
przeprowadzit szeroko zakrojone badania nad verruca
peruana, w tym badania kliniczne w szpitalu de Dos
Mayo w Limie. Carrion uznal,ze choroba miata
charakter endemiczny, ale nie jest zévea, i ze byla
spowodowana przez "agente verrucoso", ewentualnie
przez paspyta atakujcego i niszcacego leukocyty we
krwi. Aby dowiedzi€é sig, czy choroba mae by

© N Dermatol Online 2.201183



zaszczepiona i zbaélgej przebieg kliniczny, Carrion
postanowit przeprowadzi eksperyment na sobie. 27
sierpnia 1885, Carrion pobrat krew z brodawki opli
brwi od 14-letniego chiopca. Carrion daadczyt
pierwszych objawow choroby w dniu 17 wép&, w
dniu 5 p&dziernika ulegt chorobie i zmart. Universidad
Nacional Daniel Alcides Carrion w Pasco, Peru, jest
nazwany jego imieniem. Carrién przypfacityciem
dowiedzenie,ze w istocie garczka Oroya i brodawka
peruwiaiska stanowi dwie manifestacje tej samej
choroby zakanej, dzé czesto okrélanej jako choroba
Carriéna albo Bartonelloza. W 1909 roku Alberto tBar
wykryt patogen wywotlujcy chorole, nazwany p#niej
Bartonella bacilliformis.

CARROT SIGN — CAROTENEMIA

The vyellow pigmentation of the skin from excess
carotene intake. Also associated with mangoes, aawp
and oranges. May indicate a defect in the enzymati
conversion of vitamin A. Also seen in

(%]

hyperbetalipoproteinaemia.

Figure 7. Carrot sign

OBJAW MARCHEWKI - KAROTENEMIA

Zotte zabarwienie skory spowodowane nadmiernym
spazyciem karotenu. ROwnie zwigzane ze spgciem
mango, papai i pomafiezy. Zmiany mog wskazywa
na wa¢ w enzymatycznej konwersji witaminy A. Tak
spotykane w hiperbetalipoproteinemii.

CARTER’S SIGN — Asiatic relapsing fever

Infection characterized by one or more attacksevtf
beginning and ending abruptly and separated by dn
afebrile period of varying duration. The disease ig
prevalent in many parts of the world. The causative

organism is a spirochete of the genus Spirochaeta

(Borrelia) and transmission is by infected lice timks.
Occurs in places where poverty and overcrowding
predispose to human infestation with lice, duringrsy
when good hygiene is impossible.

OBJAW CARTERA - Azjatycka goraczka nawracapaca

Zakazenie charakteryzuje sijedm lub kilkkoma atakami
goraczki rozpoczynajcej i koiczacej sk nagle, o
réznym czas trwania. Choroba jest powszechne w wielu
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czeSciach swiata. Drobnoustroje, ktki z rodzaju
Spirochaeta (Borrelia)astransmitowane przez zatane
wszy i kleszcze. Choroba wypuje w miejscach gdzie
jest ubéstwo i przeludnienie, w czasie wojen, gdy
prawidtowa higiena jest niemtwa.

HENRY VANDYKE CARTER

Anglo-indian physican — (22. may 1831-4. may 1897).
Anatomist, surgeon, and anatomical artist most bieta
for his illustrations of the book, Gray's Anatorije was
formally educated at Hull Grammar School before
moving to London to study medicine at St. George's
Hospital. In 1852 he became a member of the Royal
College of Surgeons in June 1853 where he began
studying human anatomy and comparative anatomy. In
January 1858 he joined the Bombay Medical Service a
an assistant surgeon (assistant surgeon), and richMd
this year came to India. He was assigned to thellmiof

the armed forces of India and sent to the town bbM

In May 1858 he became professor of anatomy and
physiology of the Grant Medical College. In 1870vwees
promoted to surgeon in the same year a surgeonrmajo
lieutenant colonel in 1878, the (surgeon-lieutenant
colonel) in 1882, he was commander of the brigade
(brigade-surgeon). He studied leprosy and leishaséi
patients (then known under various names, suchnas a
from Aleppo ulcer ) in Italy, Greece, Algeria, Gret
Syria and Anatolia. Working in India dealt with pioal
medicine and made her the many discoveries. Duhiag
great famine in India (1877-1888) he discovered the
pathogen that causes a fever from the bite of rat
(Spirilum  minus). Previously presented a classic
description of the fungal disease known as mycet(ana
term introduced to medicine).

Figure 8. Henry Vandyke Carter

Anglo-hinduski lekarz (22.05.1831-4.05.1897). Amato
chirurg i rysownik, tworca ilustracji do Gray's Aoany.
Pobierat nauki w Hull Grammar School, po czym
przenidst s; do Londynu, gdzie studiowat medyeymw

St. George's Hospital. W 1852 zostat cztonkiem Roya
College of Surgeons i w czerwcu 1853 roku rozpbcz
tam studia anatomii cztowieka i anatomii poréwnagycz
W styczniu 1858 roku wgpit do Bombay Medical
Service jako chirurg-asystent (assistant surgeam),



marcu tego roku dotart do Indii. Zostat przydziglaio

sit zbrojnych érodkowych Indii i wystany do miasta
Mhow. W maju 1858 zostat profesorem anatomii i
fizjologii Grant Medical College. W 1870 otrzymat
awans na chirurga, w tym samym roku na chirurga
majora, w 1878 na podputkownika (surgeon-lieutenant
colonel), w 1882 zostat dowoglcbrygady (brigade-
surgeon). Badat ¢dowatych i chorych na leiszmanipz
(znamp woéwczas pod rfymi nazwami, m.in. jako
wrzdéd z Aleppo) we Wioszech, Grecji, Algierii, na
Krecie, w Syrii i Anatolii. Pracuic w Indiach zajmowat
sie medycyn tropikalma i poczynit na jej polu wiele
odkry¢. Podczas wielkiej epidemii gtodu w Indiach
(1877-88 r.) odkryt patogen wywohgy gomczke od
ugryzienia szczura,srubowca mniejszego (Spirillum
minus). Wczéniej przedstawit klasyczny opis choroby
grzybiczej, znanej jako stopa madurska albo mycatom
(ktéry to termin wprowadzit do medycyny).

CASAL'S NECKLACE SIGN

Lesions in the neck associated with hypersensititot
sunlight in the course of Pellagra. Pellagra isi@gitional
wasting illness caused by a deficiency of niaciitgiviin
B3) and tryptophan, in the body.

—

Figure 10. Casal's necklace sign

OBJAW NASZYJINIKA CASALA

Zmiany na szyi zwizane z nadwidiwoscia na $wiatto
stoneczne w przebiegu Pellagry. Pellagra jest dizporo
wyniszczajca spowodowasy niedoborem  niacyny
(witamina B3) i tryptofanu, w organizmie.

DON GASPAR CASAL

Spanish physican (1691-1759). Casal was known as th
"Spanish hippocrates” and was physican to King
Ferdinand. His book on pellagra was published 3syea
after his dead. Pellagra was first identified among
Spanish peasants by Don Gaspar Casal in 1735. A
loathsome skin disease, it was called “mal de laaRo
and often mistaken for leprosy.

Hiszpaiski lekarz (1691-1759). Casal byt znany jako
"Hiszpaiski Hipokrates" i byt lekarzem Kréla
Ferdynanda. Jego lkgka o pellagrze zostala
opublikowana 3 lata po jegémierci. Pellagra po raz
pierwszy zostata zidentyfikowanasmd hiszpaskich
chlopébw przez Don Gaspar Casala w 1735 roku.
Odrazajaca choroba skoéry, byla nazywana ,mal de la
Rosa” i czsto mylona z tdem.

CAT'S SIGN — murine typhus

Murine typhus (also called endemic typhus) is anfarf
typhus transmitted by fleas (Xenopsylla cheopispally

on rats. (This is in contrast to epidemic typhubiclv is
usually transmitted by lice. Most people who arfedted

do not realize that they have been bitten by fléas
caused by the bacteria Rickettsia typhi, and isstratted

by the fleas that infest rats. Less often, enddymhbus is
caused by Rickettsia felis and transmitted by fleas
carried by cats or opossums. Symptoms may resemble
those of measles, rubella, or possibly Rocky Mauanta
spotted fever. Murine typhus is found most commanly
southern California, Texas and Hawaii.

OBJAW KOTA

Tyfus mysi (tzw. tyfus endemiczny) jest fagntyfusu
przenoszonego przez pchly (cheopis Xenopsylla),
zwykle przez szczury. Jest to przeciigivo epidemii
tyfusu, ktéry jest zwykle przekazywany przez wszy.
Wiekszai¢ 0s6b zakzonych nie zdaje sobie sprawnsg
zostaly one ugryziony przez pchly. Jest on spowaahgyw
przez bakterie Rickettsia typhi, i jest przenoszpmez
pchly, ktére opanowaly szczury. Rzadziej endemiczny
tyfus jest spowodowany przez Rickettsia felis i
przekazywany przez pchly pochade od kota lub
oposéw. Objawy mag przypoming odr, rézyczke,
ewentualnie gaiczke plamista Gor Skalistych. Tyfus
mysi najczsciej wysepuje w potudniowej Kalifornii,
Teksasie i na Hawajach.
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CAT SCRATCH SIGN

Lymphadenopathy and sepsis from
Bartonella bacteria found in cats. After first kgein
identified in 1985, Rochalimaea henselae,
reclassified as Bartonella henselae, was determine
conclusively to be the primary organism causatife o
catscratch disease. Dr. Robert Debré was the tirst
recognize the cat as a vector for this disordercoided
the term “catscratch” disease and sign in 1931.

Figure 11,12,13. Cat scratch sign

OBJAW ZADRAPANIA PRZEZ KOTA

Powiekszenie wztow chtonnych i posocznica wywotane
odzwierzca, chorobotworcz baktery Bartonella,
znaleziom u kotdw. Na pocttku identyfikowano w
1985 roku, Henselae Rochalimaeazméj zmieniono
nazwe na Bartonella Henselae i ustalono ostatecznie jak
podstawowy czynnik sprawczy tego objawu / choroby
Dr Robert Debré pierwszy rozpoznat kota jako wekto
dla tego zaburzenia i wprowadzit termin choroby i
objawu ,catscratch” w 1931 roku.

the zoonoti¢

later

[e)
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ROBERT DEBRE

(1882, Sedan, Ardennes - 1978) was a French physici
(pediatrician). He gave his name to the most ingdrt
pediatric hospital in Paris, France. A member of th
Académie de Médecine. In 1946, he wrote with Pul Pa
Rohmer a famous manual entitled "Traité de Pathelog
Infantile" (2500 pages, 2 volumes) which became a
reference for a whole generation of pediatricians.

Figure 14. Robert Debré
(1882, Sedan, Ardeny-1978), francuski lekarz (pedja

Imieniem jego nazwano hajwaiejszy  szpital
pediatryczny w Pamy, Francja. Cztonek Académie de
Médecine. W 1946 roku napisat z Pr. Paul Rohmerem
stynny podecznik zatytulowany "Traité de Pathologie
Infantile" (2500 stron, 2 tomy), ktory stalespunktem
odniesienia dla catlego pokolenia pediatrow.

CAUTERY SIGNS

Often circular burn marks over areas of long stagqdi
pain. These areas have been burned as a form of
primitive medical treatment for the condition. Bsiran

the hands and arms can mimic melanoma. There may be
burns on the abdomen, back, and extremities. On the
skull these cautery burns are sometimes in the fafren
cross, inflicted as a treatment for headaches ewet$ in
childhood. In West Africa infants and children with
febrile convulsions may be treated by plunging et

into a cooking pot of boiling oil, causing horritwrns.

OBJAW PRZY ZEGANIA

Czesto okmgte blizny na obszarach o stalym, diugo
utrzymupcym sk bélu. Obszary te zostaty spalone jako
forma prymitywnego leczenia choroby. Obszary spalen
na rkach i ramionach mag naladowa czerniaka.
Moga by¢ tez oparzenia brzucha, plecéw ifdazyn. Na
czaszce te oparzenia wypalanig czasami w formie
krzyza, zadane w leczeniu boélu glowy i gozki u
dzieci. W Afryce Zachodniej drgawki gmzkowe
niemowht i dzieci mog by¢ leczone przez zanurzenie
nogi w gotujcym skt na kuchni garnku z wizym
olejem, powodujc przeraajace poparzenia.




CAYENNE PEPPER PUS SIGN

Cayenne-pepper granules within drops of pus. A sig
indicating actinomycosis.

=)

Figure 15. Cayenne pepper pus sign

OBJAW GRANULEK PIEPRZU CAYENNE

Granulki pieprzu Cayenne w kropli
wskazujicy na promienie.

ropy. Objaw

CHADWICK'S SIGN

Symptom seen in early preghancy (6-8 weeks) cangist
of bluish coloration of vaginal mucosa and vagipaft
of the cervix. Is dependent on increased, due tp
pregnancy, blood supply to these areas, which l¢éads
venous stasis. It belongs to the so-called probsigies

of pregnancy (symptoms suggestive of pregnancy
however, does not allow her diagnosis) and is foun
during pelvic examination.

o

OBJAW CHADWICKA

Objaw widoczny we wczesnej agy (6-8 tygodni)
polegajcy na sino-purpurowym zabarwieniu btony
sluzowej pochwy i cgsci pochwowej szyjki macicy. Jest
zaleny od zwigkszonego, spowodowanego aLi
ukrwienia tych okolic, ktéry doprowadza do zastoju
zylnego. Jest  zaliczany do tak  zwanych
prawdopodobnych objawéw azly (czyli objawéw
sugerujcych chze, nie pozwalajcych jednak na jej
rozpoznanie) i jest stwierdzany podczas badania
ginekologicznego.

JAMES READ CHADWICK

(2 November 1844, Boston - 23 September 1905,
Chocorua, New Hampshire) was an American
gynecologist. Describing the Chadwick sign of early
pregnancy in 1887. James Chadwick qualified with an
M.D. from Harvard Medical School in 1871, and watke
as a gynecologist in Boston. From 1871 to 1873 h
studied obstetrics in Europe. From 1874 he worketea
Boston City Hospital. Became president of the Argari
Gynaecological Society. He was a founder of thet@os
Medical Library Association in 1875, and workedths
librarian until his death. He was voted presidehthe
Association of Medical Librarians in 1904. He wae t
first president of the Harvard Medical Alumni

1%

Association in 1891. He was a supporter of womethén
practice of medicine. He died suddenly in 1905 iat h
summer home in New Hampshire, probably as a result
a fall from a piazza roof.

Figure 16. James Read Chadwick

(02.11.1844, Boston — 23.091905, Chocorua, New
Hampshire), amerykaki ginekolog. Opisal objaw
Chadwicka, wczesnej £iy w 1887 roku. James
Chadwick ukaczyt Harvard Medical School w 1871
roku i pracowat jako ginekolog w Bostonie. Od 18¥iL
1873 studiowat potmictwo w Europie. Od 1874
pracowat w Boston City Hospital. zostat prezesem
Amerykaiskiego Towarzystwa Ginekologicznego. Byt
zalazycielem Boston Medical Library Association w
1875 roku i pracowat jako bibliotekarz ao smierci.
Zostat wybrany prezesem Stowarzyszenia Bibliotekarz
Medycznych w 1904 roku. Byt pierwszym prezesem
Harvard Medical Alumni Association w 1891 roku. Byt
zwolennikiem  kobiet w  praktyce  medycznej.
Zmart nagle w 1905 r. w jego letnim domu w New
Hampshire, prawdopodobnie w wyniku upadku z dachu.

CHAGAS-CRUZ SIGN

Erratic fever, hepatosplenomegaly, brain and heart

involvement. Also known as South American zoonotic
protozoal trypanosomiasis. Caused by exposuredal fe
of triatoma insects.

Figure 17. Chagas-Cruz sign
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OBJAW CHAGAS-CRUZA

Goraczka narzutowa, powkszenie wtroby i sledziony,
zajgcie mozgu i serca. Rowrieznany w Ameryce
Potudniowej jako chorobotwércza trypanosomozg
pierwotniakowa. Spowodowany naemiem na kat z
owadow Triatoma.

CARLOS JUSTINIANO RIBEIRO CHAGAS

Brazilian parasitologist and physician, 1879-198#
discovered Chagas disease, also called Americd
trypanosomiasis in 1909, while working at the Osloal
Cruz Institute in Rio de Janeiro. After a brienstas a
medical practitioner in the hinterlands, Chagaspted

a position in the port authority of Santos, Saol®awith
the mission of fighting the malaria epidemic. Thée
introduced an innovation, which consisted in using
pyrethrum, an insecticide, to disinfect householdih
surprising success. His published work on this oeth
served as the basis of prevention of malaria adlr dkie
world.

.‘. /.
‘l ]
Figure 18. Carlos Justiniano Ribeiro Chagas

Brazylijski parazytolog i lekarz, 1879-1934. W 1909
roku odkryt, chorob Chagasa, zwan rowniez
trypanosomog Amerykaiska, podczas pracy w Oswaldo
Cruz Institute w Rio de Janeiro. Po krétkim okresie
praktyki lekarskiej w odlegtych rejonach, Chagazypit
stanowisko w porcie Santos, Sao Paulo, z anisj
zwalczania epidemii malarii. Wprowadzono innowac]
ktéra polegata na ayciu ziocienia, s$rodka

owadobdjczego, do dezynfekcji gospodarstw domowycl.

Jego opublikowane prace na temat tej metody pgistu
jako podstawa profilaktyki malarii na catyswiecie.

OSWALDO GONCALVES CRUZ

Brazilian parasitologist and physician, 1871-19Af7the
age of 15 he started to study at the Faculty of ibed

of Rio de Janeiro and in 1892 he graduated as ledic
Inspired by the great work of Louis Pasteur, foaang
later he went to Paris to specialize in Bacteriplagthe
Pasteur Institute. Cruz was initially successful the
sanitary campaign against the bubonic plague, tizhwh
end he used obligatory notification of cases, timtaof
sick people, treatment with the sera produced ¢

Manguinhos and extermination of the rats populatirey
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city. On June 9, 1904, following a proposal by Os\wa
Cruz, the government presented a bill to the Cagre
requesting the reestablishment of obligatory sroallp
vaccination. n 1907, on occasion of the 14th
International Congress on Hygiene and Demography in
Berlin, he was awarded with the gold medal in
recognition of the sanitation of Rio de Janeiro.

Figure 19. Oswaldo Gongalves Cruz

1879-1934. Brazylijski lekarz. W wieku 15 lat rozast
studia na Wydziale Lekarskim w Rio de Janeiro, W28
roku uzyskat dyplom lekarza medycyny. Zainspirowany
przez wielkie dzieto Ludwika Pasteura, cztery lata
pézniej wyjechat do Para na specjalizagjw dziedzinie
bakteriologii w Instytucie Pasteura. Cruz odniaskces

w kampanii przeciwko zhmie, w ktorej to celu iyt
obowiazkowej notyfikacji przypadkoéw, izolacji chorych,
leczenia serum produkowanego w Manguinhos i
eksterminacji szczuréw w zaludnionym gge. W dniu

9 czerwca 1904 r., na wniosek Oswaldo Cruzdrz
przedstawit projekt ustawy Kongresu z o przywréeeni
obowiazkowego szczepienia przeciwko ospie. W 1907
roku z okazji 14. Midzynarodowego Kongresu Higieny
i Demografii w Berlinie, zostat odznaczony ziotym
medalem w uznaniu za sanitarne dokonania z Rio de
Janeiro.

CHAGRES' SIGN

Synonym: Chagres River, Panama; L, febris. Malarial
fever in Panamanian railroad workers. Chagresllagei
of the Republic of Panama in the Col6n Province.

OBJAW CHAGRES

Synonim: Chagres River, Panama; L, febris. Malaria
panamskich kolejarzy. Chagres to $vizw Republice
Panamy leaca w prowincji Colon.




CHARCOT'S SIGN

1. A sign of peripheral facial paralysis. 2. Intétent
limping. A sign of arteriosclerosis of the feet dads. 3.
Rareyying osteitis of a joint associated with tabeg
dorsalis.

www.xray2000.co.uk

Figure 20,21. Charcot's sign

Figure 22. Charcot's sign

OBJAW CHARCOTA

1. Objaw obwodowego parania mésni twarzy. 2.
Przerywane kitykanie. Objaw arteriosclerozy kczyn
dolnych. 3. Rozrzedzsje zapalenie kKoi i stawow
Zwiazane z tabes dorsalis.

JEAN MARIE CHARCOT

1825-1893. French neurologist and professor o
anatomical pathology. He is known as "the founder o
modern neurology" and is "associated with at lgdst
medical eponyms", including Charcot-Marie-Tooth
disease and amyotrophic lateral sclerosis (Lou i@shr
disease). His work greatly influenced the develgpin
fields of neurology and psychology. He was the
"foremost neurologist of late nineteenth-centurgrfee”
and has been called "the Napoleon of the neurobgs".
named and was the first to describe multiple seisro
He was also the first to describe a disorder knasn
Charcot joint.

Figure 23. Jean Marie Charcot

1825-1893. Francuski neurolog, profesor anatomii
patologicznej. Jest znany jako "ojciec wspoétczesnej
neurologii” i jest "zwizany z co najmniej 15 eponimami
medycznymi”, w tym chorap Charcot-Marie-Tooth i
stwardnieniem zanikowym bocznym (choroba Lou
Gehriga). Jego twoérczé miata ogromny wplyw na
rozwdj neurologii i psychologii. Byt "gldwnym
neurologiem p#nej XIX-wiecznej Francji" i nazywany
byt "Napoleonem nerwic". Nazwat i jako pierwszy sqgi
stwardnienie rozsiane. Byt #epierwszym, ktory opisat
zaburzenie znane jako stawy Charcota.

CHICKEN CHOLERA SIGN

A zoonotic disease caused by fPasteurellabacterium.

A contagious disease of fowls. Can cause septi@aemi
plague in humans. First described by Louis Pasteur.
Opisany po raz pierwszy przez Ludwika Pasteur.

Figure 24. Chicken cholera sign

OBJAW CHOLERY KURCZAKOW

Choroba odzwierga, spowodowana przez bakterie
Pasteurella.  Zattiwa choroba drobiu. Miee
powodowd posocznicow plag: u ludzi.
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LUDWIK PASTEUR

(December 27, 1822 — September 28, 1895) was
French chemist and microbiologist born in Dole. ide
remembered for his remarkable breakthroughs in th
causes and preventions of diseases. His discoveri
reduced mortality from puerperal fever, and he teca
the first vaccine for rabies and anthrax. Work edses
included work on chicken cholera. Both Institutestear
and Université Louis Pasteur were named after him.

Figure 25. Ludwik Pasteur

(27 grudnia 1822 - 28 wrgeia 1895), francuski chemik

i mikrobiolog urodzony w Dole. Jego badania to pyae

w przyczynie i prewencji choréb. Jego odkrycia
zmniejszyly umieraln& poporodowej garczki i odkryt
pierwsz  szczepionk przeciwko wciekliznie i
waglikowi. Prowadzit prace na temat cholery kurczakow
Zar6wno Instytut Pasteura i Université Louis Pasteu
nazwano jego nazwiskiem.

CHLORACNE SIGN

Chloracne of the face as an indication of dioxin
poisoning.

i

Figure 26. Chloracne sign

OBJAW CHLORACNE

Tradzik chlorowcowy na twarzy, jako wsk@ik zatrucia
dioksynami.
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Figure 27,28. Chloracne sign

CHINA POCKMARK SIGN

(before c. 1700, China). Eastern folkways rituahipox
inoculations made between the thumb and forefinger
resulting with pockmark scar.

OBJAW CHINSKIEGO DZIOBA PO OSPIE

(przed 1700 r., Chiny). Wschodnie rytualne zwyczaje
szczepienia ospy pomuzy kciukiem i palcem
wskazujcym, ukazujce st jako blizna w ksztalcie
dzioba.

CHLOROSIS SIGN

While mottling of the hair extending two inchesrfrahe
head in a patient sick with chlorosis. Chlorosis, a
affliction of young women through the ages, hagndy
disappeared from the records of Medicine. Victinfs o
chlorosis were usually maidens in their middle teen
Physically they always seemed well-nourished. Their
skin, however, had a greenish-yellow tinge, espigdia
brunettes. Such chlorotic girls constantly compmdirof
being tired. Egvptians 3,500 years ago sufferechfem
"AAA disease" which resembled chlorosis. In the Mel
Ages doctors called, it morbus virgineus (virgin's
disease). Shakespeare called it greensicknessalfyob



the most logical view was a long-continued iron

deficiency in the diet. (Richelot c. 1800).

OBJAW CHLOROZY

Plamisté¢ wtoséw (nakrapiane wiosy) w odlegt dwa
cale od gtowy u pacjenta z chlogz Chloroza,
schorzenie miodych kobiet przed wiekami, niedawng
znikneta z ewidencji chorob. Ofiarami chlorozy byly
zwykle dziewcezta w wieku kilkunastu lat. Fizycznie
zawsze wydawaly esi dobrze odywione. Ich skéra,
jednak miata zielonkaw@élty odciey, zwlaszcza u
brunetek. Takie chlorotyczne dziewczynygte skazyty

sie na zmeczenie. Egipcjanie 3500 lat temu cierpieli na
chorolz "AAA", ktora przypominata chloraz W
sredniowieczu lekarze opisywali ,morbus virgineus”
(pierwotna choroba). Szekspir nazwat jblednica”.
Prawdopodobnie najbardziej logieznprzyczyr byt
diugotrwaly niedoboruzelaza w diecie. (Richelot ok.
1800 rok).

LOUIS GUSTAVE RICHELOT

(1806 — September 1893) was a French physicianiborn
Nantes. In 1831 he earned his doctorate in Patfstive
dissertation, De la uterine phlébite. During hiseea he
worked as a dispensary physician and for the Burdau
bienfaisance. He is remembered for providing Frenc
translations of English medical works

Figure 29. Louis Gustave Richelot

(1806 - wrzesig 1893), francuski lekarz, urodzitesiv
Nantes. W 1831 uzyskat doktorat w Paryz pracy
doktorskiej, De la uterine phlébite. W trakcie s&oj
kariery pracowat jako lekarz w poradni Bureaux de
bienfaisance. Zapisat ¢siw pamici jako tlumacz
francuski prac medycznych ngyk angielski.

CHOJNOWSKI'S SIGN

Chromidrosis, perspiralion with the color
consistency of milk (Chojnowski 1863).

of and

OBJAW CHOJNOWSKIEGO

Chromidrosis, podobne do koloru i konsystencji ralek
(Chojnowski 1863).

=

BRONISEAW CHOYNOWSKI (CHOJNOWSKI)

(3 May 1836 Murzyice (Ukraine) - April 6, 1870).
Choynowski graduated with a gold medal, and the
medical department at the Kiev University with hoso
(1858). Medical career began in Kiev, first as asistant

at the clinic as therapeutic, and later an actieenbrer of
the Society of Doctors of Kiev. Experience gainedhe
clinic was the subject of several articles publishe
professional journals Kiev (eg "Sowremiennoja
medicina). Received his doctorate in 1863 for his
dissertation The diurnal temperature variation éalthy
and diseased human. It was based not only on alinic
experience, conducted on patients, since the fiast
months Choynowski examined his body temperature
fluctuation, "spent sleepless nights with a therratamin

his hand". In the same year 1863, he left for frth
studies in Krakow, Prague, Berlin, Vienna, and even
Paris, where he practiced in the local hospitals. |
Warsaw, at the Central School in 1865 was awarted t
title of assistant professor and assistant profesgo
pathology and therapy in detail. At the same tiragam

at the university lectures in dermatology. In 186&
received the title of professor lecturer. Very aetin the
medical community: he was one of the founders of
"Gazeta Physicians" (1866) and a member of the
Medical Society of Warsaw, Krakow and Prague.
Bronistaw Chojnowski, above all deal with dermatplo
and research on fluctuations in body temperatuseha
first began to use medical thermometer.) He authdre
research papers in these areas and feature ahs$torty

of dermatology. Doctor on duty at the universitinic,
contracted typhus and died at the age of 34 years.

Bronistaw Choynowski. (Podlug fotografii Withowskicgn).

Figure 30. Bronistaw Choynowski

(3 maja 1836 r., Mursce (Ukraina) - 6 kwietnia
1870r.). Choynowski ukazyt wydziat lekarski na
Uniwersytecie Kijowskim z wyrgnieniem (1858r.).
Kariere lekarslk rozpoczynat w Kijowie, najpierw jako
asystent w klinice terapeutycznej, a z czasem aktyw

dziatacz Towarzystwa Lekarzy Kijowskich.
Doswiadczenie zdobywane w klinice stato ¢ si
przedmiotem kilku artykutéw, publikowanych w

kijowskiej prasie fachowej (m.in. "Sowremiennoja
medicina"). Tytut doktora medycyny uzyskat w 1863 r
za rozpraw ,O dobowym wahaniu temperatury u
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cztowieka zdrowego i chorego”. Opieratee Sina nie
tylko na ddéwiadczeniach klinicznych,
przeprowadzonych na pacjentach, gdy pierwszej
kolejncsci Choynowski przez kilka miegty badat
wahania temperatury swojego ciata "bezsenniel zgc
noce z termometrem weku". W tynve roku 1863 r.
wyjechat na dalsze studia do Krakowa, Pragi, Barlin
Wiednia, a nawet Parg, gdzie praktykowat w
tamtejszych szpitalach. W Warszawie, w Szkolg
Gtownej w 1865 r. uzyskat habilitacpraz tytut docenta
patologii i terapii szczegétowej. Jednogaie rozpoczt

na tej uczelni wyktady z dermatologii. W 1867 r.
otrzymat tytut profesora adiunkta. Bardzo aktywnie
dziatat wsrodowisku lekarskim: byt jednym z zadgcieli

"Gazety Lekarskiej" (1866 r.) oraz czionkiem
Towarzystwa Lekarskiego Warszawskiego,
Krakowskiego i Praskiego. Bronistaw Chojnowski
zajmowat st przede wszystkim dermatolagi i

badaniami nad wahaniami temperatury ciata (jakg
pierwszy zac# stosowa termometr lekarski). Byt
autorem 14 prac naukowych z wspomnianych dziedzi
oraz krotkiego rysu historii dermatologii. Pejnistuzbe
lekarsk w klinice uniwersyteckiej, zarazit esityfusem i
zmart w wieku 34 lat.

CHRISTMAS TREE

Distribution of the rash of pityriasis rosea.

Figure 31. Christmas tree

OBJAW CHOINKI

Dystrybucje zmian skoérnych w przebiegu
rézowego.

lupie

CIRRHOSIS BACK SIGN

Excoriations of the back secondary to scratching. A
early sign of primary biliary cirrhosis.

OBJAW CIRRHOSIS BACK

Otarcia naskérka wtérnie do zadrapaVczesny objaw

=)

pierwotnej marsksi z6tciowej.
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CLARKE’'S TONGUE SIGN
A fissured indurated tongue due a syphilis.

OBJAW JEZYKA CLARKE

Stwardniata szczelina spodizyka w przebiegu kity.

Sir CHARLES MANSFIELD CLARKE (1st Baronet)

English phisican, 1782-1857. After leaving St Psaul’
School, he received his medical training at St Ge'sr
Hospital and the Hunterian School of Medicine. iderg

two years as assistant surgeon in the Hertfordshire
Militia. He left the army and, specialised in mideviy

and in women’s and children’s diseases. Between the
years 1804 and 1821, he delivered regular courfes o
lectures on these subjects. His reputation asd@ifoaer
during these years reached great heights and numero
honours were bestowed on him, including the Fellogvs

of the Royal Society in 1825, the appointment of
Physician to Queen Adelaide in 1830, a baronetcy in
1831, and honorary degrees at Cambridge and Oxford
1842 and 1845. He was president, and an enthusiasti
supporter, of the Society for the Relief of the i

and Orphans of Medical Men.

Figure 32. Charles Mansfield Clarke

Angielski lekarz, 1782-1857. Po wyjzie z St Paul's
School, otrzymat wyksztatlcenie medyczne w St Gésrge
Hospital i Hunterian School of Medicine. &lzit dwa
lata jako asystent chirurga w Hertfordshire Militia
Odszedt z armii i specjalizowal ¢siw zakresie
potoznictwa, chordb kobiecych i dziegiych. W latach
1804 i 1821, wydawat regularne tomy wyktadéw na te
tematy. Jego reputacja jako lekarza wgai tych lat
osigreta wyzyny i nadano mu liczne wygdienia, w
tym Fellowship of the Royal Society w 1825 roku,
stanowisko lekarza krélowej Adelajdy w 1830 roku, w
1831 roku Baroneta i doktora Honoris Causa w
Cambridge Oxford w 1842 i 1845. Byt prezesem i
goracym zwolennikiem, Towarzystwa Pomocy Wdow i
Sierot po Medykach.

CLAVICULAR SIGN

A tumefaction at the inner third of the right clelei; seen
in congenital syphilis. It's an end result of ndaha
periostitis. Also known as Higoumenaki's sign. Slus



been described by Georgios Higoumenakisa in 1927 @
the pages of the Greek journ@lpoxtiké Totpiig
Erapeiag Abnvov (Reports of the Medical Society of
Athens).

Figure 33. Clavicular sign

OBJAW OBOJCZYKOWY

Jednostronne guzowate zgrubienie po wgrznej, 1/3
stronie prawego obojczyka, spotykany w przebiedy ki
wrodzonej. Jest to Kmowy wyniki zapalenia okostnej u
noworodkéw. Objaw znany rowrie jako objaw
Higoumenaki's. Objaw zostat opisany przez Georgios
Higoumenakisa w 1927 roku na famach greckiegq
czasopisma Ilpoktikd latpucng  Etoipeiag  ABnvaov
(Sprawozdania Towarzystwa Medycznego w Atenach).

GEORGE HIGOUMENAKIS

(1895-1983) was a Greek dermatologist born in ioakl
of Crete (Greece). He studied medicine at the Mgdic
School of the National University of Athens. He rthe
chose to become a dermatologist and went to Framce
fulfil his desire. He was a student of Gaston Milia
famous syphilologist, at the Hospital St. Louis. He

returned to Greece in 1924, became a member of the

Medical Society of Athens and began practicing
medicine privately. He became a director of the
Department of Dermatology at the hospital
"Evaggelismos" and practiced medicine successfull
until the 1940s.

(1895-1983) byt greckim dermatologiem, urodzid s¥
Iraklionie na Krecie (Grecja). Studiowat medyeyw
Szkole Medycznej Narodowego Uniwersytetu
Atenskiego. Nasipnie jako dermatolog udat esido
Francji, by spelnia swoje pragnienia. Byt uczniem
Gastona Milian, stawnego syphilologa, w szpitalu St
Louis. Po powrocie do Grecji w 1924 roku, zostat
cztonkiem Towarzystwa Lekarskiego w Atenach i
rozpocat prywatm praktyke lekarsk. Byt kierownikiem

Katedry i Kliniki Dermatologii w  szpitalu
"Evaggelismos" i praktykowat z powodzenieni do
1940 roku.

D

Figure 34. George Higoumenakis

CLUBBED FINGERS SIGN

Clubbing of the fingers and fingernails as a sign o
chronic anorexia, cirrhosis of the liver, and bdete
endocarditis. The ends of the fingers may have the
appearance of drum sticks. Also called Hippocratic
fingers.

Figure 35,36. Clubbed fingers sign

OBJAW PALCOW MACZUGOWATYCH

Maczugowate palce i paznokci jako przejaw przeveekt
anoreksji, marskizi watroby i bakteryjnego zapalenia
wsierdzia. Kace palcéw mog miet wyglad drum sticks
(pateczki do gry na perkusji). Zwany rowai@alcami
Hipokratesa.

COBB'S SIGN

Sudden fever with pigmentation of the nose and khee
seen in India.
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OBJAW COBB-a

Naglta gosiczka z pigmentagj nosa i
spotykana w Indiach.

policzkéw,

STANLEY COBB

(December 10, 1887 — February 25, 1968) was
neurologist and could be considered "the founder @
biological psychiatry in the United States. In 192&
was named Harvard's Bullard Professor of
Neuropathology. In 1956, Cobb received the George M
Kober Medal for his contributions to medicine.

Figure 37. Stanley Cobb

(10 grudnia 1887 - 25 lutego 1968) neurolog i zavey
rowniez za "zalayciela "Biological Psychiatry" w
Stanach Zjednoczonych. W 1925 roku zostat mianowan
profesorem Uniwersytetu Harvarda Bullard
neuropatologii. W 1956 roku Cobb otrzymat ,George M
Kober Medal” za zastugi dla medycyny.

COCHIN SIGN

Elephantiasis of the leg. Sign caused by Wurcheri
malayi. Clarke in 1709 roku called elephantiasisthaf
legs in Cochin, South India "Malabar legs"”, (seent®.

Figure 38. Cochin sign

= 3D
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OBJAW COCHINA

Sloniowacizna nég. Objaw spowodowany przez
Wurcheria malayi. Clarke w 1709 roku opisat
stoniowacize n6g w migcie Cochin (thum. Koczin),
Indie Potudniowe "nogi Malabara".

“CLUSTER OF JEWELS” SIGN

Cutaneous lesions of linear IgA bullous diseaseBDA
are usually nonscarring blisters, often extensivarank
and extremities. They are characterized by thesteluof
jewels” sign, with vesicles and bullae at edges of
polycylic lesions..

Figure 39,40. “Cluster of jewels” sign

OBJAW “KLASTEROWEJ KOLII"

Zmiany skdérne w linijnej IgA chorobie ¢pherzowej
(LABD) przebiegaj zazwyczaj z gcherzami, bez
pozostawiania blizn. Zmiany e¢gto % obszerne i
wystepuja na tutowiu i kaiczynach. Charakteryzujsie
one "zebranymi w grono" objawem, zaherzami ranej
wielkosci na kravedziach policyklicznych zmian.




COMBY SIGN

White patches of degenerated epithelium on the ducc
mucous membrane and gingival tissues. An early gign
measles (rubeolla).

Figure 41. Comby sign
OBJAW COMBY

Biate plamy na zdegenerowanym nabtonku biony
sluzowej jamy ustnej i dastach. Wczesny objaw odry.
JULES COMBY

French paediatrician, 1858-1942. He published th
influential Traité des maladies de I'enfance (Timabf
the Diseases of Childhood).

Figure 42. Jules Comby

Francuski pediatra, 1858-1942. Opublikowat wptywowy|
Traité des maladies de l'enfance (Traktat z chor6
dziecihstwa).

COMPLETE PTOSIS SIGN

Third cranial nerve palsy. A sign seen in cerebirazdp
syphilis.

OBJAW CALKOWITEGO OPADANIA POWIEK

Poraenie Il nerwu czaszkowego. Objaw spotykany w
kile mézgowo-rdzeniowej.

A1%

COOL SIDE SIGN

Unilateral anhidrosis found with lung carcinomau€ed
by destruction of the unilateral superior cervigahglion
resulting with the inability to sweat on the affettside.

OBJAW CHLODNEGO BOKU

Jednostronne anhidrosis w przebiegu raka pluca.
Spowodowane przez  jednostronne  zniszczenie
przedniego zwoju szyjnego i wynik@e z niemanosci
wydzielania w tym miejscu potu.

COYOTE SIGN
A rare zoonotic Brucella, disease from coyotes cogs.

OBJAW KOJOTA

Rzadka choroba odzwiet@a — Brucella, pochodea od
kojotéw i pséw.

CRAB TUBERCULOSIS SIGN

A zoonotic pulmonary disease that resembles
tuberculosis and can sometimes have CNS and
dermalologic involvement. Caused by the ingestién o
undercooked crabs and crayfish containing the
Paragonimudiuke.

OBJAW GRUZLICY KRABOWEJ

Odzwierzca ptucha choroba przypomineg gritlice, a

czasami mge mig¢ objawy z Centralnego Ukladu
Nerwowego i skory. Spowodowany przez #pme

niedogotowanych krabéw i rakéw zawiem@jch

przywry z rodzaju Paragonimus.

CORLETT'S SIGN

A contagiosa bullosa from of impetigo beginningtba
face..

i

Figure 43. Corlett’s sign

OBJAW CORLETTA
Liszajec zakany rozpoczynaicy Sk na twarzy.
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WILLIAM THOMAS CORLETT

American dermatologist, 1854 — 1948. Introduced ney
methods to treat skin and venereal
researched the effect of climate, particularly ¢abeh
skin diseases. He attended Oberlin College fromD4187
73, and graduated with an M.D. from Wooster Uniitgrs
Medical College of Wooster in 1877. In 1882 Corlett
was appointed lecturer, then in 1884 professorsion
and genito-urinary diseases at Wooster. In 18%tithé

at WRU was changed to professor of dermatology an
syphilology. As a member of the Board of Health in
1893, Corlett fought for better lighting and veatibn in
public schools.

Figure 44. William Thomas Corlett

Amerykaiski dermatolog, 1854 — 1948. Wprowadzit
nowe metody w leczeniu skory i choréb wenerycznych
badat wplyw klimatu, zwlaszcza zimna, na choroby
skéry. Uczszczat do Oberlin College w 1870/73,
uzyskat dyplom z medycyny na University Medical
College of Wooster w 1877 roku. W 1882 roku zosta
mianowany wyktadowg na Uniwersytecie, a naghie

w 1884 roku profesorem choréb skéry i ukfadu
moczowo-piciowego. W 1890 r. jego tytut zostat
zmieniony na profesora dermatologii i syfilologiiako
cztonek Rady Zdrowia w 1893 roku, walczyt o lepsz
wentylacg, i oswietlenie w szkotach publicznych.

CORRIGAN SIGN

1. A purplish line between the gums and teeth, ue
chronic copper intoxication. Syn. Corrigan Line. 2.
jerky carotid pulse characterized by full expansion
followed by quick collapse

OBJAW CORRIGANA

1. Purpurowe linie ngdzy zbami a dzistami, powstate
w zwiazku z przewleklym zatruciem miedziSyn. Linie
Corrigana. 2. Nierdbwneetno na gtnicach szyjnych
charakteryzujce sé petm ekspansji, a nagtnie
szybkim zatamaniem.

SIR DOMINIC JOHN CORRIGAN
Irish physician, born December 1, 1802, Dublin;ddie

v

diseases, and

February 1, 1880, Dublin. Received his first meldica

96 © N Dermatol Online 2.2011

education in Dublin and then went to Edinburgh, rehe
he received his doctorate in 1825. Corrigan retliroe
Dublin to open his own practice and subsequently
became lecturer of medicine at the school of Diggs
Street, Peter Street and Richmond Hospital. He was
appointed physician to the Cork Street Fever Hakpit
where he commenced his clinical-pathological wadrk.
1830 he became attached to "the Charitable Infytar
Jervis Street Hospital, in Dublin. Despite the fdett he
disposed of only six beds, he there conductediassef
pioneering experiments which have become famous on
the symptomatology of heart disease. In 1856 he was
elected member of the Irish College of Physiciams (
King and Queen’s College of Physicians in Ireland®)

was also president of the Pathological Society biciv

he had been co-founder in 1838, and in 1875 becthene
first president of the Pharmaceutical society. Qarm
was created a baronet in 1866. Corrigan was regpgens
for the improvement of Dublin’s water supply.

Figure 45. Dominic John Corrigan

Irlandzki lekarz, ur. 1 grudnia, 1802, Dublin, zin@d
lutego 1880 w Dublinie. Gdy ukozyt swop pierwsz
edukacg medycza w Dublinie wyjechat do Edynburga,
gdzie uzyskat doktorat w 1825 roku. Corrigan wrdimt
Dublina, aby otworz§ wilasm praktyke i nastpnie
zostat wyktadowsg w szkole Diggs Street, Richmond i
Peter Street Hospital. Zostal mianowany lekarzem w
Cork Street Fever Hospital, gdzie rozpgezsk jego
kliniczno-patologiczna praca. W 1830 roku zostat
dolaczony do "Charitable Infirmary" Jervis Street
Hospital w Dublinie. Pomimo tegase posiadat tylko
szeaé tozek, przeprowadzat tam sempionierskich bada

w kierunku chorob serca. W 1856 roku zostat wylran
cztonkiem irlandzkiego College of Physicians (liting

i Queen's College of Physicians w Irlandii). Bykie
prezesem  Towarzystwa  Patologii  ktorej byl
wspotzataycielem w 1838 roku, w 1875 zostat
pierwszym prezesem Towarzystwa Farmaceutycznego.
Corrigan otrzymaat tytut baroneta w 1866 roku. @gmn
byt odpowiedzialny za poprawzaopatrzenia w wadw
Dublinie.




CRAW CRAW SIGN

A form of pustular eczema found in West Africa.

OBJAW CRAW CRAW

Posté krostkowego wyprysku stwierdzony w Afryce
Zachodniej.

CRESCENTIC NOTCH SIGN

There are depressions or notching of the incisgégsaf
the labial surfaces of the permanent incisors. gh %if
congenital syphilis. Also called Hutchinson's liocisign
and Screwdriver Teeth sign.

Figure 46. Crescentic notch sign

OBJAW POLKOLISTYCH Z EBOW

Waglebienia lub nacicia krawedzi brzegu siekaczy na
powierzchniach wargowychekow statych. Objaw kity

wrodzonej. Zwany rownie objawem  siekaczy
Hutchinsona lub objawem efzienia w ksztalcie
srubokretu.

SIR JONATHAN HUTCHINSON

English surgeon. 1828-1913. He received his
professional qualification from Bartholomew's Haspi
in 1850. During his student days in London Hutcbins
became involved with philanthropic Quaker Missions,
with the aim of alleviating misery and uplifting eth

impoverished. In 1851 he studied ophthalmology at

Moorfields and was an ophthalmologist to the Londor
Ophthalmic Hospital. He was also venereologisthe t
Lock Hospital, physician to the City of London Ches
Hospital, and general surgeon to the London an
Metropolitan Hospitals. Hutchinson developed a &ec
interest in congenital syphilis, which was comman i
London in his time. It is said that he saw morentbae
million patients with syphilis in his lifetime. Hcttiinson
was a member of the Dermatological Society of Lando
He was a fellow of the Royal College of Surgeomsrr
1862 and professor of surgery there from 1879 @318
Hutchinson had a vast clinical experience and h
published his observations in more than 1,200 na¢dic
articles. Produced the quarterly Archives of Surgém

—
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England the term morbus Hutchinson-Boeck has bee

used for benign lymphogranulomatosis, now commonly
known as Boeck's sarcoid. President of the Patizdbg
Society 1879-1880, president of the Ophthalmoldgica
Society of Great Britain 1884-1885, president oé th
Royal College of Surgeons 1889, president of the
Neurological Society 1887, president of the Medical
Society of London 1892, president of the Internzio
Dermatological Congress 1896. For a brief period of
time he was the editor of the British Medical Jalrn

Figure 47. Jonathan Hutchinson

Angielski chirurg. 1828-1913. Uzyskat kwalifikacje
zawodowe z Bartholomew's Hospital w 1850 roku.
Podczas swoich studiow w Londynie Hutchinsom
zZwigzal sk z misp dobroczyna Quaker, w celu
ztagodzenia ¢dzy i pomoc ubogim. W 1851 studiowat w
Moorfields okulistyke i byt okulisha w Londyaskim
szpitalu Okulistycznym. Byt rownie wenerologiem w
Lock Hospital, lekarzem City of London Chest Hoapit
chirurgiem og6lnym w Londynie w Metropolitan
Hospitals. Hutchinson wykazywat specjalne
zainteresowanie kitwrodzon, ktéra byla powszechna w
Londynie w tych czasach. Méwiesize widziat ponad
milion pacjentéw z kit w swoimzyciu. Hutchinson byt
cztonkiem Londyiskiego Towarzystwa
Dermatologicznego. Byt cztonkiem Royal College of
Surgeons od 1862 roku i profesorem chirurgii 1829/8
Hutchinson miat die ddwiadczenie kliniczne i
opublikowat swoje spostrzenia w ponad 1200
artykutach medycznych. Redagowat kwartalnik Archive
of Surgery. W Anglii termin morbus Hutchinson-Boeck
zostaty wykorzystany do tagodnej
lymphogranulomatozy, obecnie powszechnie znangj jak
sarkoidozy Boeck's. Prezes Towarzystwa Patologib18
1880, Prezes Towarzystwa Okulistycznego Wielkiej
Brytanii 1884-1885, przewodnigzy Royal College of
Surgeons 1889 roku, prezes Towarzystwa
Neurologicznego w 1887 roku, Prezydent Medical
Society of London 1892, Prezes ddrynarodowego
Kongresu Dermatologii 1896 roku. Przez krétki okres
czasu byt redaktorem "British Medical Journal”.

CROWE'’S SIGN (AXILLARY FRECKLING)

Appears as multiple 1- to 4-mm freckling spots e t
xillary vault and is seen in 25 to 50% of patientsh
neurofibromatosis.
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Figure 48. Crowe’s sign

OBJAW CROWE

Pojawienie s wielu 1 do 4 mm piegowatoi w okolicy
pach jest obserwowane u 25 do 50% pacjentéw
nerwiakowtokniakowatécia.

CROWE FRANK W.
American physician (1919-1987).
[P ¢

Figure 49. Crowe Frank W.
Amerykaiski lekarz (1919-1987).

CROWN OF VENUS SIGN

Papular lesions of secondary syphilis on the faadhe
near the hair margin.

OBJAW KORONY VENUS

Grudkowe zmiany w przebiegu wtérnej kity na czole,
poblizu linii wiosow.

MIKHAIL AFANASIEVICH BULGAKOV

(1891-1940) was a Russian physician-writer whos
doctor stories are based on his experience asa ru
physician in a small village called Nikolskoye ihet
province of Smolensk.1(p8) Nikolskoye was his first
assignment after studying medicine at Kiev Uniugrsi
After 18 months in Nikolskoye, he went on to spknia
in venereology in Kiev. Shortly thereafter, he gayea
career in medicine for writing. All his life he was
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sceptical to the Soviet system and used his sagjainst
the regime. He worked on his main work, The Master
and Margarita, from 1928 until his death. The novas
not published in his lifetime.

Figure 50. Mikhail Afanasievich Bulgakov

(1891-1940), rosyjski lekarz i pisarz, ktérego tist
oparte na jego dwiadczenie jako lekarz wiejski w
malej wiosce 0 nazwie Nikolskoje w prowingji
Smolensk. Nikolskoje bylo jego pierwszym miejscem
pracy po studiach medycznych na Uniwersytecie w
Kijowie. Po 18 miesicach w Nikolskoje, udat sina
specjalizagj z wenerologii w Kijowie. Wkrotce potem
zrezygnowat z kariery medycznej. Zostat pisarzereC
zycie byt sceptyczny do systemu sowieckiego i jego
satyra skierowana byla przeciwkoziraowi. Pracowat
nad swaj gtéwrng praa Mistrz | Malgorzata, od 1928&a
do smierci. Powié¢ nie zostata opublikowana za jego
zycia.

CUCKOORPINT SIGN

Purging, cold clammy skin, with swelling of the tnre.
Indicates poisoning from arum maculatum. Also known
as Arum Maculatum sign.

Figure 51. Cuckoopint sign

OBJAW CUCKOOPINT

Biegunka oraz zimna, wilgotna skoéra, z aiiem
jezyka. Wskazuje na zatrucie Arum maculatum
(Obrazkiem Plamistym). Objaw réwiieznany jako
OBJAW ,ARUM MACULATUM".




CULLEN SIGN

In the skin surrounding the navel appear pale blu
staining. These are secondary changes in the petito
following a hematoma in acute pancreatitis.

Figure 52. Cullen sign
OBJAW CULLENA
w

obrebie skoéry otaczafej

pek  wystpuja
bladoniebieskie przebarwieniag $o wtérne zmiany w
nastpstwie krwiaka otrzewnej w ostrym zapaleniu
trzustki.

THOMAS STEPHEN CULLEN

(1869-1953),was a canadian gynecologist associate
with Johns Hopkins Hospital. Cullen was educatethat
Toronto Collegiate Institute and the University of
Toronto, graduating from the latter school with a
Bachelor of Medicine degree in 1890. He began stigdy
at Johns Hopkins University the next year, beforg
traveling to Germany and studying at Johannes ©rth
laboratory at the University of Géttingen in 18%3om
1893 to 1896, Cullen was in charge of gynecological
pathology at Johns Hopkins, and in 1919 he was dame
professor of clinical gynecology. Cullen researchecg

gynecological diseases including uterine cancer and

ectopic.

Figure 53. Thomas Stephen Cullen

(1869-1953), byt kanadyjskim ginekologiem zméanym
z Johns Hopkins Hospital. Ksztalcitesiw Toronto
Collegiate Institute i University of Toronto, uzygkc
tytut Bachelor of Medicine w 1890 roku. Rozpakz

1%
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studia na Uniwersytecie Johnsa Hopkinsa w kolejnym
roku, wyjezdza do Niemiec i studiuje w Johannes Orth
laboratorium na Uniwersytecie w Getyndze w 1893irok
Od 1893 do 1896 roku, Cullen byt odpowiedzialny za
oddziat ginekologicznej patologii w Johns Hopkiasw
1919 roku zostat mianowany profesorem ginekologii
klinicznej. Cullen badat schorzenia ginekologiczmwe,
tym raka macicy i aiz¢ pozamaciczg
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